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TREATMENT OF TULAREMIA WITH STREPTOMYCIN— 
REPORT OF THREE CASES 


WELLForD C., 
Richmond, 


During the past year scattered reports have ap- 
peared in the literature regarding the treatment of 
all forms of tularemia with streptomycin. Up to the 
present time, there is every indication that this new 
antibiotic will prove just as effective in the control 
of this infecticn as preliminary laboratory studies 
indicated. 
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it is rare for a patient to be at work again for the 
end of a month, while some have not returned to 
normal for six months or even a year. 

All but one of the cases reported here were well 
in less than a month after the onset, and the third 
case, though symptom-free at the end of the third 
week, had a small draining sinus from an infected 
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Foshay and Pasternack! reported seven cases of 
streptomycin treated tularemia in February, 1946, 
and emphasized the fact that this drug definitely 
altered the natural course of the infection. Accord- 
ing to these authors, without specific treatment, “the 
disease usually causes thirty-one days of fever, 
thirty-one days in bed, a duration of disease of four 
months, characterized by buboes for 3.5 months, 
disability for 3.5 months, and healing time for pri- 
mary lesions of thirty-nine days.” Cecil’s Textbook 
of Medicine, Second Edition, published in 1931, 
notes that the convalescence is slow, and states that 


bubo on the back of the neck, which was healed 
ccmpletely at the end of two months. 

The streptomycin used in the first two cases was 
furnished through the National Research Council; 
the last case was seen after the drug was released 
for general use. Cases one and three received a 
total of five grams, given in divided doses of 0.125 
gms. each, intramuscularly, every three hours. Case 
two was treated for seven days, getting a total of 
seven grams. No toxic reactions were seen. 

CasE I: J. C. T. was a healthy, twenty-eight year 
old male, who received a tick bite under the right 
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arm on May 2, 1946. Three days later there was 
pain and redness around the site of the bite and he 
had a chill, followed by a high fever. For the next 
eleven days he had chills and fever every other day, 
but was feeling a little better on May 16, 1946, when 
he was admitted to the hospital. He complained of 
some pain in the head, and generalized aching, and 
noticed that with his chills and elevation of tem- 
perature, the sore under his arm always became 
more painful and red. The admission oral tem- 
perature was 100.2° and the pulse 86 per minute. 
There was an ulcerated skin lesion in the posterior 
axilla on the right, without any noticeable regional 
lymph node involvement. The skin surrounding the 
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Case II: S. R., a white male, aged 8 years, lived 
in the country, kept tame rabbits and frequently 
found ticks in his hair. He was a neighbor of 
Case I, and they were partners in the rabbit busi- 
ness. On May 12, 1946, his mother noticed a small, 
infected bump in the hair on the back of his head 
and picked it with a needle. That evening the child’s 
temperature was elevated and the infected area was 
spreading. He continued to have a high fever for 
three days and then felt better for thirty-six hours. 


After that the temperature rose to over 103 degrees 


and remained high until the end of the second week 
of his illness (May 26, 1946), when he was admitted 
to the hospital. At that time a large swollen lymph 
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lesion was edematous and dark red. The remainder 
of the physical examination was negative. The urine 
was normal, the hemoglobin 98 per cent and the 
white blood count 9,600, with a normal differential. 
The Kahn precipitation test was negative. 

From the day after admission, twelfth day of the 
disease, the temperature rose steadily to a peak of 
103.8° on the sixteenth day, when streptomycin was 
started. Two days later the temperature came down 
promptly and the patient began to feel better. The 
skin lesion looked dry and the ulcer began to heal 
from the bottom. At the conclusion of the treat- 
ment, which covered a period of five days, the pa- 
tient felt well and remained out of bed most of the 
day. 
1:100 on the sixteenth day of the disease and on 
the twenty-second day the titer was 1:800. 

Two weeks from the time of admission, the pa- 
tient left the hospital. When seen on June 28, 1946, 
and again on December 29, 1946, he was entirely 
well. 


Agglutinations for B. tularens were positive 





gland had appeared just below the infected area on 
the back of the head. The temperature was 101 
degrees on admission, and the child was fretful and 
nervous. There was a large, encrusted lesion on the 
upper right posterior surface of the neck. The re- 
gional cervical lymph nodes were enlarged and 
tender. The spleen could not be felt. Blood taken 
on the fifteenth day of the disease, May 27, 1946, 
gave a positive agglutination test for B. tularens 
1:200. 

Streptomycin was started on the twenty-ninth day 
of May, the eighteenth day of the disease, but the 
temperature rose from 101° to 103°. At first it was 
thought that the increased temperature was due to 
drug sensitivity, but later it was found that one of 
the infected buboes was tender and fluctuating. On 
June 2, 1946, the gland was incised and drained 
large quantities of thick, creamy pus. On the fol- 
lowing day, the temperature was normal and the 
patient felt well except for some soreness in the 
neck. After that his temperature was never over 
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99:2° and he remained well. The lesion on his 
neck healed but there was a small draining sinus 
which persisted for one month after release from 
the hospital. 

Case III. H. T. R., a 59 year old farmer, had 
been well until December 5, 1946. 
23, 1946, he had cut his left thumb. 
slow healing and cracked open frequently when he 
used his hands. On December 4, 1946—eight days 
before admission to the hospital—he found his dogs 


On November 
This had been 


scuffling over a dead rabbit, so he divided the car- 
cass between them. In doing this, he smeared quite 


a lot of blood on both of his hands. One day later 
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on the thirteenth day of the disease (December 18, 
1946). Continuous hot wet dressings were started, 
and because his history strongly suggested the pos- 
sibility of tularemia, he was given streptomycin 
intramuscularly, 0.125 gms, every three hours. Two 
days later his temperature was normal, and he was 
sitting up in a chair. He left the hospital on De- 
cember 18, 1946, feeling well. The lesion on the 
thumb had healed and the enlarged axillary node 
had almost disappeared. 

A report from blood sent in for agglutinations by 
the family physician on December 30, 1946, showed 
a positive test for B. tularens 1:200. 


CASE NO. III 


DAY OF DISEASE 
104° 
102° 
102° 
101° 
100° 


8 10 12 14 16 18 20 22 24 26 28 


99° ie ona 





98° Vo 
97° 
STREPTOMYCIN ADMN./_5 days / 


Agglut. fiters B, Tularense 


he began to have a hard chill which was followed 
by a high fever. The day after that he noticed that 
there was considerable swelling of the left thumb 
and the gland under his left arm was swollen and 
tender. He continued to have some elevation of 
temperature and generalized discomfort until De- 
cember 12, 1946, when he was admitted to the hos- 
pital. His temperature, which was 99.8° on ad- 
mission, soon rose to 102.4°. There was some swell- 
ing at the base of the left thumb and pus could be 
seen under the skin edge. The axillary node was 
red, hot and tender. Total white blood count was 
12,500, with a fairly normal differential count. The 
gross examination of the urine was negative, but 
the microscopic showed 6-10 WBC and 5-6 RBC 


per high power field. Agglutinations were negative 
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SUMMARY AND CONCLUSIONS 

Three cases of tularemia were treated with strepto- 
mycin and recovered satisfactorily. 

The first two cases were probably contracted from 
an infected tick; the third from an infected rabbit. 

CasE II responded to streptomycin only after an 
infected regional lymph gland had been incised 
and drained. 

Case III was interesting because of the unusually 
short period of incubation, symptoms appearing 24 
hcurs following contact with an infected rabbit. 
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SOME OBSERVATIONS ON THE CLASSIFICATION AND 
DIAGNOSTIC CRITERIA OF HEART DISEASES* 


R. EarteE Gienpy, M.D., 


Roanoke, Virginia. 


INTRODUCTION 

Early classifications and criteria for cardiac diag- 
nosis published by White and Myers in 1921! and 
Wycoff and Lingg in 1926? form the groundwork 
for our present nomenclature and criteria for cardiac 
diagnosis as published by the American Heart As- 
sociation®, Although there still remain a number of 
gaps in our knowledge of heart disease etiologically, 
the possibilities of a rather precise cardiac diagnosis 
in the majority of patients with heart disease have 
increased tremendously during the past two decades. 

In order to be complete, a cardiac diagnosis 
should include first the etiological basis for the dis- 
ease; second, the anatomical lesion or lesions pres- 
ent; and, third, the disturbance in cardiac function 
that is present. We may go even further and classify 
patients according to the functional capacity of the 


heart and/or the degree of restriction of physical 
activity required. 


It is not sufficient to simply make a diagnosis of 
rheumatic heart disease without some further clari- 
fication of the structural damage that has occurred 
to the heart or heart valves; nor should we make 
an isolated diagnosis of auricular fibrillation or con- 
gestive heart failure without indicating the etiologic 
and anatomic bases for these disturbances in func- 
tion if known. Alone, they are incomplete as cardiac 
diagnoses and constitute only disturbances in the 
cardiac mechanism or function. 

It would be impossible within the scope of this 
paper to cover the entire field of cardiovascular di- 
agnosis, so my purpose will be to call attention to 
some of the more commonly encountered etiological 
types of heart disease and to offer some practical 
suggestions which may be helpful in differentiating 
them one from another. 


HYPERTENSIVE HEART DISEASE 
A male patient, aged 49, presented himself for 
diagnosis, complaining of shortness of breath on ef- 
fort of increasing severity over a period of four 
months, and with a past medical history that af- 





*Read before the annual meeting of the Old Dominion 
Medical Society, at Roanoke, Va. 


forded no helpful clues except fairly frequent head- 
aches and the fact that he was turned down for life 
insurance at age 45. From this point our search be- 
gins with two symptoms—dyspnea and _ headache. 
In many instances dyspnea heralds the onset of car- 
diac insufficiency, but we must remember that dysp- 
nea may be due to other causes than heart disease 
(such as pulmonary disease or severe anemia) and 
that the subjective sensation of “shortness of breath” 
as described by a patient may, in fact, be the feeling 
of anxiety and inability to get a deep breath, often 
experienced by neurotic individuals or those with 
neurocirculatory asthenia. It is important to estab- 
lish the difference between true dyspnea and the 
sighing type of respirations encountered in neurotics 
and those with neurocirculatory asthenia. This par- 
ticular patient had true dyspnea for which no ex- 
tracardiac cause was apparent. So we have a symp- 
tom that is presumably the result of a disturbance 
in cardiac function. We must now determine by 
physical examination and other diagnostic proce- 
dures what anatomical changes, if any, have tak- 
en place in the cardiovascular system. Physical ex- 
amination revealed moderate tortuosity of the retinal 
vessels with some arteriovenous nicking; the radial 
arteries felt somewhat hard and incompressible to 
palpation; the blood pressure measured 210 systolic 
and 120 diastolic; the cardiac apex impulse was 
forceful and the point of maximum impulse was in 
the 5th interspace 114cm. outside the midclavicular 
line, indicating definite enlargement. The urine 
showed a 2+ reaction for albumin and a few hy- 
aline and granular casts in the sediment. A 6 ft. 
film of the chest for heart size and contour con- 
firmed the physical finding of cardiac enlargement 
and revealed some tortuosity of the aorta. The elec- 
trocardiogram showed well-marked left axis devia- 
tion with some inversion of the T-waves in lead I. 
a definite hypertensive pattern. 

Altogether these findings are typical of full blown 
hypertensive heart disease, and we need search no 
further to establish a complete cardiovascular diag- 
nosis which was recorded as follows: 
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1. Hypertensive heart disease to cover the etiologic 
diagnosis. 

2. Moderate cardiac enlargement and tortuosity 
of the aorta to indicate the anatomic changes that 
have occurred, and we might add, parenthetically, 
the fact that vascular damage was present in the 
eye grounds (hypertensive retinopathy) and kidneys 
(nephrosclerosis) and, 

3. Finally, left ventricular weakness, or failure, 
to indicate the functional status of the heart. 

To arrive at such a diagnosis is comparatively 
simple when so many changes have occurred to point 
to the correct etiologic, anatomic, and functional 
bases for the disease. However, it is not always easy 
to assess the extent of damage that has occurred to 
the cardiovascular-renal system from hypertension 
when the heart and kidneys are still fully compen- 
sated and the patient essentially symptom free. It is 
during this stage of the disease that we must furnish 
our patients with a careful hygienic program and be 
constantly on the alert for danger signals that might 
indicate further curtailment of their activities or 
symptomatic or supportive measures. 


CoRONARY HEART DISEASE 

A second patient, a male, aged 54, gave a history 
of pain beneath the breast bone occurring on effort, 
particularly after meals, and relieved by cessation of 
activity, which symptom had been present for six or 
seven months. Several hours before I saw him, while 
sitting at his desk, he developed a “heavy, squeez- 
ing’ sensation beneath the lower end of the sternum 
which gradually increased in severity, spread across 
the chest, and radiated down the left arm. The pain 
persisted, was attended by cold perspiration, pallor, 
restlessness, and inability to obtain relief from re- 
peated doses of soda. Later he became nauseated 
and vomited several times. Only after the adminis- 
tration of atrophine, gr. 1/100, aminophyllin, gr. 
714, and 3/4 gr. of morphine over a period of one 
hour did he obtain any relief from his distress. His 
blood pressure measured 90/60. 


With such a clinical history, none of us would 


fail to recognize the classical picture of coronary 
thrombosis or occlusion, but, if we reflect for a 
moment, it is apparent that coronary thrombosis or 
occlusion signifies only the anatomic lesion respon- 
sible for such a disaster. So if we are consistent, we 
must once more indicate the etiologic basis for the 
changes present, which in the vast majority of cases 
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is arteriosclerosis. The complete cardiac diagnosis 
in this particular instance included the following: 

1. Arteriosclerotic or coronary heart disease (eti- 
ologic) 

2. Corenary occlusion with myocardial infarc- 
tion (anatomic) 

3. Anginal syndrome (indicating a functional 
insufficiency of the heart due to narrowing and/or 
spasm of the coronary arteries). 

Volumes have been written concerning the dif- 
ferential diagnosis of chest pain, but we can never 
overemphasize the importance of this prcblem that 
constantly confronts us in practice. To mention only 
a few of the conditions that may be confused with 
coronary insufficiency or occlusion, they include: 

1. Pulmonary embolism, an ever present compli- 
cation in surgical patients, and more frequently 
present in medical patients than was formerly 
thought 

2. Aortitis 

3. Dissecting aneurysm of the aorta 

4. Diaphragmatic hernia 

5. Pericarditis 

Cardiospasm 

7. Muscle pains in the chest 

8. The “heart-ache” that may be present in neu- 
rotic individuals as well as in those with large hearts 
from organic disease 

9. And other conditions which may even be below 
the diaphram, such as acute gall bladder disease. 

Time does not permit a detailed discussion of each 
of these conditions, but the points I want to make 
are that the pain of angina pectoris is (1) typically 
beneath the sternum, with or without radiation to 
one or both arms; (2) is almost invariably related 
to exercise, excitement, or meals (particularly heavy 
meals); and, (3) subsides with cessation of activity 
or following the use of nitroglycerin beneath the 
tongue. Any substernal pain which persists for 
thirty minutes or longer and is attended by signs 
of shock had better be regarded as being due to cor- 
onary occlusion until proved otherwise. Clinically, 
the pain of coronary occlusion usually begins with 
mild intensity, gradually building up to great sever- 
ity over a period of several minutes or longer, which 
may sometimes distinguish it from the pain of pul- 
monary embolism or dissecting aortic aneurysm in 
which the pain strikes, as has been described by 
one patient, “like the blow of a sledge hammer” with 


immediate agonizing suddenness. Although well- 
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marked coronary thrombosis is more likely than not 
to be attended by severe pain, there are exceptions 
—without any pain at all; in such cases there may 
be dyspnea instead cr simply collapse or prostra- 
tion. One further highly significant point in the di- 
agnosis of angina pectoris or coronary occlusion 
concerns the sex of the patient. It is a clinical 
aphorism that “female patients under the age of 50 
rarely have coronary disease in the absence of hyper- 
tension.” Therefore, in any woman under the age of 
50 whose presenting complaint is substernal pain, 
one can be reasonably sure it is mot angina pectoris 
or due to coronary disease if the blood pressure is 
normal. 
PuL_MonaRyY HEART DISEASE 


Not long ago I saw a man, aged 54, who had been 
laid up for several weeks because of thrombophle- 
bitis of some greatly dilated varicosities of the right 
leg. His local physician had treated him with peni- 
cillin intramuscularly and hot applications locally 
with good results, and most of the pain, tenderness, 
and local heat had subsided in his leg. Then one 
evening while his doctor was present, he flexed and 
then extended his leg to demonstrate that it felt bet- 
ter. Almost immediately he was taken with rather 
severe substernal pain attended by shortness of 
breath, sweating, pallor, rapid pulse and later some 
pain in the left lower chest. The substernal pain 
subsided in a few minutes, and his color improved, 
but the rapid pulse continued. The electrocardio- 
gram showed no remarkable abnormality, but, be- 
cause of the brief time that had elapsed since the 
onset of the pain, this finding could not be relied 
upon to rule out coronary occlusion. It seemed more 
likely that a small part of the clot had been dis- 
lodged from the thrombophlebotic area following the 
flexion and extension of his leg and had lodged in 
his pulmonary circulation. He was immediately 
hospitalized and the long saphenous vein tied off 
without further developments. A chest film on the 
day after admission showed evidence of pulmonary 
infarction in the left lower lung field. Experience 
has shown that we might well have gone a step fur- 
ther and tied off the superficial femoral vein to take 
care of any possible extension of the process from 
the superficial to the deep veins. 

This case emphasizes the potential danger of pe- 
ripheral vascular disease as a source of pulmonary 
vascular accidents which may prove fatal when em- 
boli are of sufficient size to obstruct one of the 
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major pulmonary vessels. Fortunately for this pa- 
tient, the embolus was small, but there was no as- 
surance that larger, more serious ones might not 
have broken loose unless vein ligation was accom- 
plished. When larger elements of the pulmonary 
vascular tree are the site of embolism, the sudden 
burden that is placed on the right ventricle may 
cause it to dilate acutely and fail. This condition, 
the classical description of which was made by 
McGinn and White* some ten years ago, is called 
acute cor pulmonale and is characterized by defi- 
nite physical and electrocardiographic findings. 
Theoretically, some degree of acute cor pulmonale 
exists with any pulmonary embolus, but the severity 
of symptoms and the gravity of the prognosis are in 
direct proportion to the size of the embolus, other 
thirgs being equal. Many sudden, tragic deaths 
from pulmonary embolism are now preventable, and 
we must be alert to this possibility in both surgical 
and medical patients who experience sudden, re- 
peated bouts of unexplained chest pain, particularly 
when thrombophlebitis or phlebothrombosis is known 
to be present. Moreover, we should be mindful of 
pulmonary embolism at all times in the differential 
diagnosis of chest pain even in the absence of signs 
of peripheral vascular disease. 

The management of thrombophlebitis and phlebo- 
thrombosis is the subject of some controversy, the 
pros and cons of which would carry me too far 
afield. There are strong advocates of wholesale 
vein ligation; others prefer lumbar sympathectomy, 
and yet another group use the anticoagulant prepa- 
rations, such as dicumarol and heparin. Each have 
their good points and bad and their particular in- 
dications. When controversies exist in such matters, 
it is perhaps wisest to be conservative when possible, 
use the method in which you are most skilled, and 
await developments in the field. 

RHEUMATIC HEart DISEASE 

A young woman in her early 30’s consulted me 
recently complaining of severe palpitation and in- 
creasing dyspnea on effort. She was married and 
had three young children, and the pressure of her 
responsibilities at home was great. She tired 
easily and could not sleep at night because of dis- 
tressing palpitation. She had never been told that 
there was anything wrong with her heart during any 
of her pregnancies nor given any advice concerning 
the wisdom of further childbearing. She denied 
having had rheumatic infection but did give a his- 
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tory of “growing pains” during childhood. Phys- 
ical examination revealed a thin, but fairly well- 
developed young woman who did not appear acutely 
ill. Her heart was definitely enlarged downward 
and to the left with a forceful apex impulse that was 
visible and palpable. Along the left sternal border, 
maximal in the 4th interspace, there could be heard 
an early, high-pitched diastolic murmer of grade 
III to IV intensity. The pulse rate was 85, the 
rhythm dominantly regular but interrupted by fre- 
quent premature beats, and the pulse at the wrist was 
Corrigan in character. The blood pressure measured 
140/60, a rather high pulse pressure. Physical find- 
ings were otherwise not remarkable. The serology 
of the blood was negative. 

In the absence of syphilis, these findings are al- 
together typical of rheumatic heart disease with 
aortic regurgitation, well-marked cardiac enlarge- 
ment, a definite impairment of myocardial reserve 
and frequent premature beats which by electro- 
cardiogram proved to be ventricular in origin. 

It seems almost incredible that a person with 
such definite heart disease could go through three 
pregnancies with hospitalization for delivery each 
time and have it go undiscovered—yet such things 
do happen, sometimes with tragic endings. Unless 
this young woman’s circumstances permit her to lead 
a very careful life, she will be dead within five years 
or less, and we will be to blame for not having dis- 
covered a potentially fatal heart lesion before allow- 
ing her to add the burden of three pregnancies to 
an already damaged heart. 

The two most important and significant heart 
murmurs that occur in rheumatic heart disease are 
(1) that of aortic regurgitation, present in the case 
just discussed, and (2) the murmur of mitral ste- 
Both are diastolic in time, but the murmur 
of aortic regurgitation is early in diastole, high- 
pitched in character, best heard with the diaphragm 
type of stethoscope, along the left sternal border, 
while the murmur of mitral stenosis is late in dias- 
tole, low-pitched or rumbling in character, and is 
best heard with the bell stethoscope at the apex 
region of the heart. Both murmurs are very charac- 
teristic and, once you are sure of their nature, they 
can be recognized as easily as the bark of a dog. 
It is impossible to go further in helping one to rec- 
ognize these murmurs. The only way to develop 
skill and confidence is to listen to them whenever 
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the opportunity presents itself. 
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OTHER ETIOLOGIC Tyres oF HEART DISEASE 

The foregoing etiological types of heart disease 
are commonly encountered in practice and, along 
with luetic heart disease, make up the majority of 
cases. 

Congenital heart disease is less commonly en- 
countered, but is worthy of mention, not only be- 
cause of the great advances that have been made 
in the earlier recognition of the various develop- 
mental abnormalities, but even more so because of 
the brilliant work of Gross®, Blalock® and others in 
the surgical treatment of patent ductus arteriosus, 
coarctation of the aorta, and a variety of other con- 
genital abnormalities in which pulmonary stenosis 
is the dominant lesion. This work is outstanding 
and now affords additional means of reversing the 
ravages of heart disease which all too often we are 
unable to do. 

It is rare now to encounter a patient whose cardio- 
vascular disease is due to thyrotoxicity because of 
the general alertness of the profession to the mani- 
festations of hyperthyroidism and the relatively early 
subtotal thyroidectomy which forestalls the cardio- 
vascular complications of the disease. 

Likewise, because of the therapeutic means at 
our disposal, it is unusual any longer to encounter 
the myxedema heart. Other less common conditions 
which may implicate the cardiovascular system in- 
clude anemia, bacterial infection, neoplasm, tho- 
racic deformities, toxic agents and trauma. 

Carprac NEvUROSIS (PSYCHONEUROSIS) 

In recent years, with the increasing incidence of 
heart disease and the widespread publicity about it, 
the problem of cardiac neurosis has assumed a place 
Almost 
daily we are confronted with cases that must be care- 
fully studied and treated with this condition in 
mind, and, not infrequently, anxious members of a 
family may be as difficult to manage as the patient 
himself. 

Cardiac neurosis (or psychoneurosis) in which 
there is actual fear or anxiety about the heart should 
not be confused with the equally common condition 
known as neurocirculatory asthenia, although quite 
often the two occur together and eventually the lat- 
ter may cause concern about the heart in the patient, 
his family or his physician. Any neurotic or psy- 
choneurotic state may have cardiovascular symptoms 
associated with it or be in part or completely based 
on the belief of the presence of heart disease even 


of great importance in medical practice. 
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with no symptoms whatever. In neurocirculatory 
asthenia, such symptoms as palpitation, precordial 
pain, dyspnea of the sighing type, faintness, dizzi- 
ness, tremor, sweating and nervousness may be pres- 
ent to a marked degree without any particular ap- 
prehension about the heart. However, almost with- 
out exception, an anxiety neurosis of some sort is 
present in such patients and, without proper guid- 
ance and psychotherapy, a cardiac neurosis may de- 
velop in the course of time. 

Underlying every cardiac neurosis there is, as a 
rule, some definite exciting factor, The occurrence 
of heart disease, especially sudden heart death 
among relatives or friends or even simply reported in 
the newspapers under dramatic headlines, may ini- 
tiate a cardiac neurosis in one who is ready for a 
neurosis of some sort. The finding by a physician 
of a heart murmur, trivial or not, of some disturb- 
ance of rhythm which may be insignificant, of hy- 
pertension great or slight, or of actual heart disease, 
may be the exciting spark. Undue emphasis on some 
detail or actual misinterpretation of X-rays or elec- 
trocardiograms may provide the stimulus in the 
patient's mind. Subjective sensations may be the 
starting point, such as a disagreeable premature beat, 
a paroxysm of tachycardia, or the numerous symp- 
toms of neurocirculatory asthenia. Likewise, va- 
rious pains in the chest of cardiac or non-cardiac 
origin may create fear of heart disease and, there- 
fore, in the minds of most laymen fear of sudden 
death. It is important to recognize and treat these 
cases early, for a long established cardiac neurosis, 
particularly when complicating serious heart disease, 
may be almost incurable. 

Some years ago I saw a young man, 32 years old, 
who was overweight and had been overworking 
and smoking heavily. His father had angina 
pectoris. About four months before I saw him he 
first began to be bethered by a little dyspnea in the 
form of air hunger with sighing respira- 
tion, occurring at most any time but mostly when 
very tired from overwerk. One month later while 
in a barber’s chair having a haircut, he was seized 
by a sense of suffocation and after the haircut he 
had to rush outdoors for air. He then consulted a 
doctor who found him breathing deeply and rapidly. 
He was put to bed where he remained for four weeks 
with much sighing respiration at first and then 
gradual recovery. He was then seen by a local 
specialist who made a diagnosis of ‘“‘soldier’s heart” 
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after obtaining a normal electrocardiogram. But be- 
cause of the persistence of some sighing respiration, 
he went to a distant clinic for study. An electro- 
cardiogram taken there was said not to be wholly 
normal, and he returned home with the impression 
that he was a probable “heart case.” Following 
that he was in a state of nervous apprehension, the 
sighing continued, and a new symptom consisting 
of a little heartache was present for four weeks. 

Except for apparent nervousness and obesity, 
physical examination was quite normal. The heart 
was normal in size, shape and sounds. There were 
no murmurs. The pulse was regular at a rate of 84. 
The blood pressure measured 140 systolic and 85 
diastolic. A subsequent electrocardiogram was nor- 
mal. 

Here we have an example of a case of marked 
cardiac neurosis set off by a fear both by himself 
and others that his sighing meant heart disease. 
Unfortunately, while he was convalescing from this 
state of mind and body, his apprehension was stimu- 
lated again by overemphasis cf some trivial varia- 
tion of his electrocardiogram from the usual average 
normal. There was no evidence of real heart disease. 

This sort of thing is going on about us all the 
time. The circumstances may vary but essentially 
the mechanism is the same, namely, fear and anx- 
iety about cardiac invalidism and sudden death. 
These people need careful attention, tempered by 
judicious sympathy and an optimistic attitude to- 
ward the future, and much can be accomplished in 
giving hope, encouragement and a new lease on life 
to persons who might otherwise be almost totally 
incapacitated by ailments which have no organic 
basis. And, in accomplishing this mission, we can- 
not be very reassuring to a patient who is worried 
and apprehensive about his heart if he is asked to 
return for office visits too frequently. Of course, 
some patients need a great deal of reassurance, but 
it has never seemed very consistent to me to tell a 
patient that he has nothing to worry about and then 
have him return for weekly office visits. If careful 


examination gives reasonable assurance that no sig- 


nificant heart trouble is present, one can be much 


more reassuring by asking the patient to return in 
six months or a year. Then, if you have acquired 
his confidence and have been convincing in your 
statements to him, he cannot help but feel cptimistic 
toward the future. 
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SUMMARY 
By means of case presentations the value of the 
everyday use of some sort of classification in car- 
has_ been 


diac diagnosis emphasized. 


Although 
some differences of opinion naturally exist con- 


cerning the details, the present edition of the “No- 
menclature and Criteria for Diagnosis of Diseases 
of the Heart’® published by the American Heart 
Association is widely used and is as inclusive as 
one might need for practical purposes. 
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Pneumonia Following Chest Injury Pre- 
ventable. 


Pneumonia, following injury to the chest, can be 
prevented with large doses of penicillin or sulfa- 
diazine, according to Edward Phillips, M.D., of 
Oakland, Calif. 

Writing in the January 18 issue of The Journal 
of the American Medical Association, Dr. Phillips 
presents his observations on 73 patients treated at 
Foundation 
following injury to the chest. 


Permanente Hospital for pneumonia 

Of these 73 patients, 43 had fractured ribs, one 
had a fractured shoulder blade and one had a frac- 
tured breast bone. 

The author cites two investigators who demon- 
strated by animal experimentation how a blow to 
the chest, with or without fracture of the ribs, can 
produce injury to the lungs. The blow stimulates 
the vagus nerve, which extends from the cranium 
to the lungs, to contract the bronchial tubes which 
results in a partial collapse of the lung. This col- 
lapse area becomes infected because it lacks aera- 
tion. 
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Injections of atropine into the veins, which para- 
lyzes the terminal fibers of the vagus nerve, will pre- 
vent or minimize the chances of collapse and infec- 
tion following injury to the chest, states the author. 
Large doses of penicillin and sulfadiazine will steri- 
lize the lung area. 

Additional facts regarding the 73 patients follow: 
—In 54 patients (74 per cent) pneumonia devel- 
oped only on the same side as the injury. 

—The majority of patients had a mild type of pneu- 
monia. 

—Over 92 per cent of pneumenia cases occurred 
within six days of the injury. 

—Over 50 per cent of the patients recovered within 
one week. 

—Three patients died with a resultant mortality 
rate of 4.1 per cent. 

Twenty-six consecutive patients with severe chest 
and lung injuries who were treated with large doses 
cf either penicillin or sulfadiazine did not contract 
pneumonia or other complicating infections. 
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RUTIN IN THE TREATMENT OF INCREASED CAPILLARY 
FRAGILITY: A PRELIMINARY REPORT* 


H. S. Zrass, M.D., 


Richmond, Virginia. 


In 1936, and again in 1938 and 1940, Paterson,! 
Wartman,? Winternitz et al.,3 reported the associa- 
tion of capillary rupture with intimal hemorrhage 
in the causation of cerebral and coronary vascular 
lesions. In 1940, Paterson‘ stated: “Capillary rup- 
ture with intimal hemorrhage is intimately concerned 
with the mechanism of cerebral arterial thrombosis 
and possibly, in certain cases, with the causation 
of cerebral arteriospasm and rupture. It is suggested 
that the factors responsible for the rupture of in- 
timal capillaries in the cerebral arteries are high 
intracapillary pressure from hypertension, progres- 
sive atheromatous degeneration of the supporting 
tissue and increased capillary fragility from a vari- 
ety of causes.” Griffith and Lindauer®’, therefore, 
thought it possible that certain of the vascular acci- 
dents which sometime occur in cases of hyperten- 
sion might be produced by an abnormal condition 
of the capillaries and in those patients with in- 
creased capillary fragility it was noted that crude 
hesperidin, a flavone glucoside, given orally restored 
the fragility to normal. Prior to this, Szent-Gyorgyi 
and others® reported that Citrin, or “Vitamin P” 
(a mixture of flavone derivatives including among 
other substances hesperidin, eriodictin and quercitrin 
plus ascorbic acid), had a tendency to regulate 
capillary permeability. 

MATERIAL 

Rutin is a flavenol glucoside and has been re- 
ported to be a constituent of thirty-three species of 
plants, including buckwheat, forsythia, tobacco, gar- 
den rue. violets and elder flowers. Suspecting that 
the active constituent of crude hesperidin is of a 
flavonol nature, Griffith, Couch, and Lindauer first 
applied rutin clinically in 1942. The drug has been 
studied chemically by Couch and his co-workers.‘ 
Neither acute nor chronic toxicity to laboratory ani- 
mals have been observed. The chemical formula of 
rutin is Cy7Hg9Qi1g3H2O and structurally, it is re- 
lated to hesperidin (Fig. 1). 

Rutin is a tasteless yellow powder consisting of 
needle-shaped crystals melting at 185° to 192° C. 
and decomposing at 214-215°. It is quite stable but 


*Read before the Scientific Meeting, McGuire Clinic, 
Richmond, Virginia, October 1, 1946. 


gradually darkens on exposure to light. It is slightly 
soluble in cold water, more soluble in boiling water, 
alcohol, and acetone, and very soluble in alkaline 
solution. It is insoluble in ether, benzene, and 
chloroform. On hydrolysis with dilute acids it 
vields quercetrin, glucose, and rhamnose. 


Fig. / 
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The rutin used in this study was prepared by the 
Eastern Regional Research Laboratory of the U. S. 
Department of Agriculture. Flue-cured tobacco 
originally, and later fresh buckwheat plants, were 
used as the sources of rutin. 
alcohol percolation. 


It was extracted by 
Rutin was preferred to crude 
hesperidin since it is a pure substance amenable to 
accurate dosage and can be given in smaller doses, 
20 mg. as against 500 mg. for the crude hesperidin. 
METHOD 

Capillary fragility as evidenced by the Petechial 
Index was determined by Griffith and Lindauer’s 
modification of Géthlin’s method.® 





1947] 


“Technique of the Test: (1) Mark off a circu- 
lar area, 6 cm. in diameter, in each antecubital area. 
Mark off all blemishes and marks in this area that 
might later be confused with petechiae. (2) Place a 
standard blood pressure cuff about each arm, and 
maintain in each a pressure of 35 mm. of mercury 
for fifteen minutes. Lower the pressure, and count 
and mark all petechiae within the two circular areas, 
using a good light and a magnifying lens of 5D 
or its equivalent. (3) One hour or more later, re- 


peat, using a cuff pressure of 50 mm. of mercury.” 


The Petechial Index is calculated as follows: “To 
the number of petechiae occurring at 35 mm. of 
mercury multiplied by 2, add the additional number 
occurring at 50 millimeters. Based upon the Pete- 
chial Index, capillary fragility is considered to be: 
(a) normal, if the Index is 8 or less, (b) increased 
(abnormal) if the Index is 13 or more, and (c) 
borderline, but probably abnormal, if the Index is 
9 to 12. 


can be omitted under the following conditions: (1) 
. 


In order to save time, the second stage 


The number of petechiae after the first stage is 
or less. 
Usually, but not invariably, the person is normal 
(2) If 


6 or more petechiae appear after the first stage, the 


Such persons may be considered normal. 
who has 3 petechiae after the first stage. 


subject may be considered abnormal. (3) The test 
is a repetition, and may be compared with the cor- 
responding first stage of an earlier test. Repetition 
in less than three weeks, however, is unreliable in 
any case. The second stage should always be done 
if the fragility is being tested in a subject for the 
first time and there are four or five petechiae after 
the first stage. It should also be done in most cases 
when the number after the first stage is three.” 
The thirteen patients in this series were selected 
from a total of sixty over a period from five to six- 
teen months, each of which had, in addition to com- 
plete medical, neurolegical, and laboratory examina- 
tions, a determination of the capillary fragility as 
evidenced by the aforementioned method. Only those 
patients that showed an increased or borderline 
rutin 


capillary fragility were chosen for actual 


therapy. 
: DosAGE 


Re- 
fractory cases may, require 40-60 mg. t.i.d. to restore 


The usual dosage was 20 mg., orally, t.i.d. 


capillary fragility to normal. 
RESULTS 
Of the thirteen patients in this series (see tabu- 
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lated chart) eight were marked hypertensives. Each 
of these patients showed increased capillary fragil- 
ity, the indices ranging from twelve to twenty-two. 
Repeat determinations of the capillary fragility were 
made approximately every fourth week following 
the initial rutin therapy. Using a dosage of 20 
mg. t.i.d., three patients showed a normal petechial 
index at the end of four weeks, one at the end of 
eight weeks, and another at the end of twelve weeks. 
Of the three remaining patients in this group the 
dosage of rutin was increased to 40 mg. t.i.d., with 
a resulting reversion in one case of the Petechial 
Index to normal at the end of sixteen weeks. Capil- 
lary fragility was not effected by treatment and 
remained abnormai in the other two in spite of 
respective rutin dosages of 180 mg. daily. Curi- 
ously enough, one of the latter two patients had an 
initial doubtful or bordering Petechial Index that 
became more definitely positive following treatment: 
this patient eventually made a lethal exodus as the 
Of the 
patients whose fragility returned to normal, all 


result of renal insufficiency. above six 
remained so with the continuance of the drug. In 
one instance rutin was deliberately discontinued cn 
one of the above patients whose capillary fragility. 
as measured by Géothlin’s test, had become normal 
and there was a reversion to a positive index. The 
drug was administered again and the fragility re- 
turned to normal. There was an insignificant fall 
in blood pressure in three of the above group; five 
were uninfluenced. Four patients evidenced retinal 
hemorrhages of minor degree; three hemorrhages 
subsided, and one persisted but did not become 
greater under rutin therapy. Prior to the institution 
of rutin therapy one patient complained of dizziness: 
another, of dizziness accompanied with headache. 
The symptoms became more intense with adminis- 
tration of the drug but could not definitely be at- 
tributed to rutin. 

Because of the wide usage of thiocyanate medica- 
tion in hypertensives and the tendency of this drug 
to produce cutaneous ecchymoses and retinal hem- 
orrhages,” three of the group whose Gothlin Index 
had returned to a normal level were given potassium 
thiocyanate together with the rutin and the capillary 
fragility remained normal. Two patients from a 
sub-group with hypertensive arteriosclerotic heart 
disease and showing an initial normal capillary 
fragility were given no other medication except po- 


tassium thiocyanate and eventually one evidenced 
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an increased capillary fragility and soreness of sev- 
eral finger tips. The fragility became normal with 
the addition of rutin tc the regimen and the finger 
discomfort disappeared. The other patient was 
given potassium thiocyanate for four months with- 
out disturbing the normal capillary fragility. 

One patient with recurrent cerebral arteriospasm 
has, to date, shown promising results with rutin 
therapy. 

CASE REPORTS 

E. A., 

in general good health until June, 1945, at which 


a sixty-eight year old white widow, was 


“had a convulsion and became uncon- 
Her LMD held very little hepes for her 
She was seen in consultation shortly after- 


time she 
scious’’. 

recovery. 
wards because of a grossly irregular cardiac rhythm 
Electrocardiographic evidence re- 
block, 


rhythm and recent progressive myocardial degenera- 


and bradycardia. 
vealed a complete heart idioventricular 
ticn. The auricular rate per minute was fifty; ven- 
tricular, forty-two per minute. Her course was un- 
eventful and she did well until November 28, 1945, 
when she was admitted to the hospital because of 
a “convulsion”. The outstanding physical findings 
on admission revealed the patient to have a gen- 
eralized convulsion, worse on the left, with mus- 
cular weakness of the left face, arm, and leg. A 
diagnosis of cerebral embolus (rt.) was made at 
this time. Auricullar fibrillation was present and 
patient was digitalized. She was discharged via 
ambulance on December 5, 1945, seven days later, 
and patient was seen at her home shortly afterward 
at which time a physical examination revealed a 
fairly well developed and nourished female in no 
Routine blood 
Ophthal- 


moscopic examination revealed normal retinal ves- 


apparent distress and not acutely ill. 
work was reported within normal limits. 
sels and disks. With the exception of atelectatic 
rales in both bases the lungs were normal through- 
out. The apex beat was visualized slightly outside 
the left midclavicular line and there was cardiac 
dullness 1% to 2 cm. to the left of the left mid- 
clavicular line. The rhythm was irregular; the rate 
was 45 per minute at the apex. The first and second 
sounds were of fair quality and a soft blowing sys- 
tolic murmur was audible at the apex. B.P. 145/90. 
A neurological examination was essentially nega- 
tive. Other physical findings were non-contributory. 
The evanescence of the hemiplegia following so 
shortly in the wake of 


the convulsion made one 
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question the diagnosis of a cerebral embolus and 
favor one of cerebral arteriospasm. Because of the 
bradycardia one wondered if an underlying Stokes- 
Adams syndrome could not be the cause of the 
“convulsion”. These thoughts were dispelled two 
months later (February, 1946) when patient com- 
plained of nausea, thickness of speech, and twitch- 
ing of face. She was seen immediately and it was 
that 
were initial oscillations of the eyes, twitching of 


obvious a convulsion was imminent. There 


the left side of face, left arm and leg and soon a 
Jacksonian type convulsicn. Right cerebral path- 


ology was cbvious. Examination of the heart re- 


vealed the first and second tones to be of fair qual- 


itv. It was interesting to note that the rhythm was 
cbserved for the first time, to be perfectly regular: 
the rate was 80 per minute at the apex. This cer- 
tainly did net look like a Stokes-Adams syndrome. 
Within forty-five minutes of the onset, the convul- 
sions became generalized and so severe as to shake 
the bed. 


sions and loss of consciousness lasted eight hours 


In spite of adequate sedation the convul- 


at the end of which time there was a typical left 
hemiplegia and dysarthria. A neurological exami- 
nation revealed diminished reflexes on the left but 
no sensory disturbances. Within seventy-two hours 
there was little if any residual paralysis and the 
speech was perfectly normal. Patient made an un- 
eventful recovery, but physical examination revealed 
that the cardiac rhythm had again become irregu- 
lar and the rate was 40-45 per minute at the apex. 
One month later she experienced another episode 
with an identical course and convalescence. Intra- 


muscular injection of 714 gr. scdium amytal con- 


trolled the convulsions. 
Because of the increasing frequency and severity 
of these attacks and because the underlying path- 
clogy possibly could be explained on the basis of 
cerebral arteriospasm or capillary rupture with in- 
(Gothlin’s 
method) was determined with a resultant abnormal 
On April 1, 1946, rutin 
20 mg. t.i.d. was instituted and four weeks later 


timal hemorrhage, capillary fragility 


Petechial Index of twenty. 


there was a reversion of the capillary fragility to 
normal. There was some question as to an existing 
vitamin C deficiency and so ascorbic acid 100 mg. 
b.i.d. was administered in conjunction with the 


rutin.* Routine determinations for the following four 


*It has been reported that the effectiveness of rutin is 
diminished in the presence of vitamin C deficiency.’ 
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months found the fragility normal and patient 
asymptomatic. One week before she was to have 
had her fifth fragility determination patient was 
said to have had a “mild” convulsive seizure. Pa- 
tient was not observed until the following day, 
during which time she evidenced only slight residual 
paralysis of the left arm. Capillary fragility was 
determined at this time and found to be increased. 
Patient admitted that she had “run out” of rutin 
two weeks prior to the episode and failed to renew 
her supply. Administration of the drug was begun 
immediately and three weeks later the fragility was 
again normal. There have been no subsequent at- 
tacks. 

Shanno* reported two cases of pulmonary hemor- 
rhages of undetermined crigin that responded to 
rutin therapy. In both instances the hemorrhages 
ceased and previously positive Géthlin Indices re- 
turned to normal. We were confronted with a prob- 
lem of bleeding of undetermined origin from the 
upper alimentary tract (Case No. 13) that appeared 
to respond to the drug rutin. 


CasE ABSTRACT 
P. C., a white housewife, aged eighteen, com- 
plained of “vomiting” of small amounts of bright 
red blood, especially at time of periods (but not 
Her last 


menstrual period occurred six weeks prior to her 


consistently) for a period of two years. 


admission and patient was referred by her ob- 
stetrician, who believed correctly that she was preg- 
nant, because of peculiar vicarious-like bleedings 
from the throat. She gave a history of having been 
kicked in the abdemen at the age of twelve years 
and of a gnawing epigastric pain (relieved by food) 
for a period of five years. The physical examination 
was non-contributory with the exception of sugges- 
tive epigastric tenderness on palpation. Laboratory 
studies included a red blood cell count of 3,600,000 
per cu. m.m. with 72 per cent hemoglobin; white 
blood count and differential were normal, as well as 
the bleeding and clotting times. Laryngoscopic, 
fluoroscopic and x-ray examinations of esophagus, 
stomach and duodenum did not reveal any evidences 
of pathology. The lungs were clear. A P. I. (Pe- 
techial Index) of seventeen returned to normal 
within four weeks under rutin therapy and there 
have been no recurrences of the above episodes. 


It is not at all unlikely that rutin may prove to 


[ February, 


be of value in the treatment of certain of the sec- 
cndary anemias of undetermined origin. 

The following case is one dealing with an anemia 
of undetermined origin observed early in pregnancy 
(six weeks) and complicated by a pot-pourri of 
signs and symptoms. It is presented with tongue 
in cheek for the efficacy of rutin in this particular 
instance is open to question in spite of the evidence 
of increased capillary fragility and the dramatic 
response to normal with rutin therapy. 

CasE REPORT 

E. D., an eighteen year old white married woman, 
gave as her chief complaint sharp pain in the left 
lower quadrant, of twenty-four hours duration. She 
gave a history of regular menses until the present, 
at which time there was an amenorrhea of six weeks 
She stated that she had been in previous 
good health. Physical examination revealed a mark- 


duration. 


edly anemic but well developed female lying rest- 
lessly in bed. She was obviously acutely ill. Tem- 
perature was 103°; pulse 110; respiration 26. ‘There 
was only a suggestive stiffness of the neck and other 
neurological findings were not pathological. The 
lungs were clear, the heart normal in size but a 
transient soft systolic murmur was audible at the 
Most of the atten- 
tion was centered at the left lower quadrant where 


apex. Blood pressure 130/80. 


there was moderate tenderness but no rigidity on 
palpation; the left flank was acutely tender on pal- 
pation and patient gave a history of having had 
No recent G.U. history 
Sulfadiazine ineffectual 


previous renal pathology. 


was elicited. was after 
twenty-four hours in influencing the course of her 
temperature and the picture was so suggestive of 
an ectopic pregnancy, in spite of the apparent gen- 
eralized systemic infection, that an obstetrician was 
usked to see her in consultation. A blood work-up 
at this time revealed the hemoglobin to be 37 per 
cent; R.B.C. 4,410,000 per cu. m.m.; leukocytes 
30,500 per cu. m.m.; PMN 90 per cent; lympho- 
cytes 10 per cent. We decided to observe patient 
carefully. She was seen six hours later and be- 
cause of such neurological manifestations as severe 
headache, suggestive stiff neck and fever of 104‘ 
she was admitted to St. Luke’s Hospital. Fortu- 


nately, we located penicillin and adequate 1.M. 


injections were begun immediately. Twelve hours 
later the blood examinations were repeated and the 


hemoglobin was reported as 36 per cent; R.B.C. 
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3,340,000; colcr index .54; leukocytes 10,300 per 
cu. m.m.; PMN 84 per cent; lymphocytes 14 per 
cent; large mononuclears 1 per cent; mast cells 1 per 
cent. Ccagulation time was three minutes; bleeding 
time less than cne minute. In regard to blood cell 
fragility, initial hemolysis began at .42 per cent. 
rhe heterophile antibody agglutination test showed 
dilution 1:32. A urine 


specimen was reported to contain a distinct trace 


agglutinaticn in voided 
of albumen and fifteen to twenty pus cells per h.p.f. 
A spinal puncture was made withcut difficulty and 
the fluid was not under increased pressure. 248 red 
cells and one white cell were present per cu. m.m.; 
protein 25 mg.; sugar 60 mg. and chlorides 643 mg. 
per 100 c.c. 
time was non-contributory. 


A neurological examination at this 
Because of the reduced 
R.B.C. and hemoglobin, and amenorrhea and pelvic 
findings suggestive of an ectopic pregnancy (left) 
patient was admitted to surgery. At operation the 
ibdemen was entered through a left rectus incision 
and no blood was encountered. Exploration of the 
cavity showed the uterus to be anterior and en- 
The 


liver and spleen were normal in size and appear- 


larged to the size of a six weeks pregnancy. 
ance. Beth ovaries were cystic but for fear of 
\borting the patient these were left alone. Patient 
was returned to her room in fair condition. All 
subsequent laboratory procedures were reported neg- 
itive. This included a repeated spinal puncture on 
the first post-operative day, spinal, blood and stool 
cultures, agglutination, serology, and an intravenous 
pyelogram. X-ray examination of the chest re- 
vealed peculiar breast shadows but this was after- 
wards explained on the basis of the pregnancy. The 
temperature returned to normal on the fourth post- 
operative day and after several 500 c.c. whole blood 
cell transfusions (positive Rh determination) she 
made an uneventful recovery and was discharged 
fourteen days following admission. She was seen 
one week later at which time there was a definite 
fall in the hemoglobin content in spite of iron and 
liver therapy. The capillary fragility was deter- 
This was increased as 
Rutin, 


mined by Géthlins method. 
evidenced by a Petechial Index of sixteen. 
20 mg. t.i.d., was administered and one menth later 
the fragility was normal and there was an improve- 
Un- 


fortunately, the patient was not seen again for a 


ment in the hemoglobin content of 10 per cent. 


pericd of five months during which time she did 


not receive rutin medication. Capillary fragility 
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and blood picture taken at this time were within 
normal limits. One wonders whether the anemia 
could not have been influenced in the proper direc- 


tion by the initial rutin therapy. 


CoMMENT 

Rutin is a non-toxic drug related to hesperidin 
both in its structural arrangement and its ability to 
restore increased capillary fragility to normal. We 
are cognizant of the handicaps in evaluating the 
drug at this time. First, the series is too small. 
Secondly, the importance and relaticnship of the 
role of hypertension with or without increased capil- 


lary fragility as the cause of vascular accidents has 


not been definitely established. Further, the method 
used in determining the Petechial Index is crude 
and leaves much to be desired. Finally, very recent 
observations on the relationship of increased capil- 
lary fragility and increased cutaneous lymphatic 
flow” may throw more light on the choice of pa- 


tients and the efficacy of rutin therapy. 


SUMMARY 
The results of a series of thirteen cases have 
been reported showing the effect of rutin, a com- 
paratively new drug, in establishing normal ca- 
pillary fragility. 
Two cases have been discussed in which potas- 
sium thiocyanate was administered to patients 
showing normal capillary fragility with varying 
results. One patient develcped an increased 
capillary fragility following continued dosage of 
the drug together with tenderness in several fin- 
ger tips; rutin restored the fragility to normal 
and the finger discomfort disappeared. Another 
patient received thiocyanate indefinitely without 
increasing the fragility or causing untoward 
symptoms. 
The use cf thiocyanate in the treatment of hyper- 
tensive arteriosclerotic heart disease is not with- 
out danger once the patient shows evidence of 
increased capillary fragility. The continued use 
of the drug is apparently harmless in patients 
whose capillary fragility remains normal. Once 
the capillary fragility is returned to normal with 
rutin, thiocyanate may be used as an adjunct 
indefinitely without increasing the fragility. 
By its ability to restore increased capillary fra- 
gility to normal, rutin may prove to be a valu- 
able drug in such patients in preventing or in- 
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hibiting cerebral vascular accidents and insidi- 
ous bleedings of undetermined origin. 

Of .ten hypertensive patients evidencing in- 
creased capillary fragility and receiving rutin 
therapy, the blood pressures of seven were un- 
changed; three insignificantly lowered. 

The retinal hemorrhages of three out of four 
patients subsided following administration of 
rutin. 

The drug dcees not appear to have any toxic 
effects in man. 

Cases refractory to rutin are cccasionally en- 
countered, in which event the usual dosage of 
20 mg. orally t.i.d. should be increased to 40-60 
mg. t.i.d., at least in some instances, before an 
increased capillary fragility may be expected 
to return to normal. 


CONCLUSION 

We must emphasize that this is merely a_pre- 
liminary report, but from cur cbservaticns we are of 
the opinion that (1) rutin may prove to be a valu- 
able drug in preventing cerebral vascular accidents, 
retinal hemorrhages, and insidious bleeding of un- 
determined origin in those patients evidencing in- 
creased capillary fragility and responding to the 
drug. (2) Thiocyanate and related drugs may be 
given together with rutin indefinitely and without 
danger once capillary fragility has returned to nor- 
mal. (3) The effectiveness of rutin in lowering the 
blood pressure is questionable. 

1009 W. Franklin Street 
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Tumor of Retina is Hereditary. 

Retincblastema, a tumor of the retina, the mem- 
brane of light perception in the eye, is hereditary, 
according to Harold F. Falls, M.D., of Ann Arbor, 
Mich. 

Writing in the January 18 issue of The Journal 
of the American Medical Association, Dr. Falls 
points out that both eyes were affected with retino- 
The condition 
appeared at approximately six months of age in 


blastoma in female identical twins. 


both. Because the parents refused either surgery or 
x-ray treatment for the pair, a fairly rapid exten- 
sion of the tumor within the skull led to the death 
of both children. 

Dr. Falls states that “it is my sincere conviction 
that parents producing any child with retino- 
blastoma should be strongly urged to stop all child 


bearing. It is also advocated that any person sur- 


viving enucleation [removal of the eyeball! for 


retinoblastoma be sterilized.” 
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NEUROSURGICAL COMPLICATIONS OF INJURIES ABOUT 
THE HEAD AND FACE* 


JaMeEs L. THomson, M.D.., 
Norfolk, Virginia. 


Complete accurate appraisal of a patient’s condi- 
tion suffering from traumatic wounds of any type 
about the head cannot be definitely determined until a 
neurological examination has been done. Many times 
the patient is unconscious or uncooperative for various 
reasons which delay the early completion of such an 
examination. However, several gross tests can be car- 
ried out which are of great help. When there is an- 
injury about the head or face, associated with an 
abrasion, laceration or fracture of the ipsilateral 
shoulder, one should always examine the cervical 
spine carefully, because stretching of the head 
shoulder angle may cause fracture of the laminae 
Often oblique rays 
Meredith 
and Grantham called attention to this syndrome 


or articular facets of the spine. 
are necessary to demonstrate the fracture. 


and cautioned about the examination if the patient 
complained of any stiffness or pain in the neck. 
It is important to know the power of motion in all 
extremities, and, if there is weakness of an arm or 
leg, to note carefully if the weakness progresses. 
This is especially true if the patient is drowsy and 
there is suspicion of an intracranial localized blood 
clot. In the drowsy or unconscious patient, pinching 
the arm or leg or sticking it with a pin will often 
cause motion when such motion cannot be elicited 
otherwise. Again, in the unconscious patient observa- 
tion of the exposed chest and abdomen will often show 
characteristic movements, thereby aiding in diagnos- 
ing fracture dislocation of the cervical spine with 
complete physiological or anatomical disruption of 
the spinal cord. Inspection shows absence of chest 
motion and jerky excursion movements of the ab- 
dominal wall. During inspiration the abdominal 
wall rises and on expiration it falls rapidly. In 
addition, there is a fluttering like motion of the 
anterior abdominal wall at the end of expiration, 
showing absence of any muscular tone. The picture 
is quite characteristic. When deep lacerations are 
present about the cheeks, having the patient show 
his teeth, or, if unconscious, painful pressure over 
the supra-orbital nerves will cause movement about 


*Read before the Norfolk County Medical Society, Nor- 
folk, Va., May 13, 1946. 


the mouth, showing that the facial nerve in ques- 
tion is intact. If facial wounds require dressings 
which cover one or both eyes for several days, the 
ccndition of vision in each eye should be tested, 
preferably by reading, but otherwise by counting the 
examiner’s fingers with each eve before the dressing 
is applied. When unconscious, a light is flashed 
into the eyes and, if the pupils contract, sight is 
most likely present. 

Careful inspection of the nares and external audi- 
tory canals should be made for the presence of 
cerebrospinal fluid leak. Cerebrospinal rhinorrhea 
cecurs following fracture through the accessory nasal 
sinuses in the floor of the anterior fossa, tearing the 
cerebral dura, and fluid escapes from the subarach- 
It is difficult to tell if fluid is escap- 
ing when the patient is lying down as the fluid runs 
down the posterior nasopharynx. 


noid space. 


The patient is 
held in the sitting position with the head bent for- 
ward, thus allowing the escape of fluid through the 
nose. Generally blood from facial wounds will be 
found partially clotted in the external canal and 
at first glance it is impossible to determine’ if 
The 
canal should be cleaned gently with a cotton appli- 
cator, and then by turning the suspected ear down- 
ward fluid will escape if such a lesion is present. 
Should a fracture of the mandible be present, always 
suspect a basilar skull fracture, or cerebrospinal 
fluid leak from the ear, and examine the status of 
hearing in both ears. 


subarachnoid fluid is escaping from the ear. 


Doctors are constantly amazed by the alertness and 
good general condition of an average patient ex- 
hibiting large ragged wounds of the face or scalp, 
often with facial bones crushed or actually missing 
or a comminuted skull fracture with actual extrusion 
of pulpified cortical tissue. In the recent war the 
severity of the brain injury was not always appre- 
ciated when cnly a small laceration 5-10 milli- 
meters was found on the scalp from a high velocity 
fragment. However, the patient would be uncon- 
scious and die in a very short time. If autopsied 
the brain showed many diffuse and conglomerate 
petechial hemorrhages, areas of frank hemorrhage 
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and cortical destruction. Coleman has shown that 
only 5 to 7 per cent of head injuries show shock 
if the injury is limited to the head. ‘Therefore, if 


shock is present, one should always examine the 


patient for associated injuries, notably fractures of 


long bones, intra-abdominal or intra-thoracic in- 
juries. 

Injuries involving the scalp, skull or brain may 
be divided into recent and delayed, when speaking in 
terms of the time element for surgical repair. The 
nature of wounds, regardless of etiology, requires the 
same basic principles of treatment. These are: Con- 
trol of hemorrhage, prevention of infection, and 
restoration of the tissue to its functioning state if 
possible. Only too often does a severe injury in- 
volve comminution of the frontal or ethmoidal cells, 
or orbit and fracture into the cranial vault, tearing 
the dura and causing severe damage to the adjacent 
cerebral cortex. When such wounds exist, the treat- 
ment necessitates great skill to make the cranial re- 
pair and restore normal facial contour. 

It is well to know that the cause of death from 
head injuries is, first, direct injury to the brain, with 
pressure or without pressure; second, infection 
from scalp wounds or compound fractures; third, 
intracranial clots which may be extradural, sub- 
dural or intracerebral. Also, the indications for 
operation in head injuries are, first, as previously 
stated, to prevent infection; second, to arrest and 
control hemorrhage; third, to elevate depressed frac- 
tures; and, fourth, to occasionally do a temporal 
decompression to control increased intracranial pres- 
sure. 

The treatment of recent wounds of the scalp, 
those less than six hours old, consists of first shav- 
ing the hair frcem about the wound for at least three 
inches. The skin about the wound is painted with 
tincture of merthiolate or other suitable solutions, 
after which it is infiltrated with 1 or 2 per cent 
novocain one-half inch from the margins of the 
wound. This is followed by copious irrigation of 
the wound with normal saline or sterile water until 
the wound is thoroughly clean. Generally this re- 
quires three to six thousand cubic centimeters of 
water if the wound is dirty. Next, the edges are 
debrided until the cut surfaces ooze bright blood 
freely. If careful inspection and palpation of the 
skull shows no fracture, the wound is closed tightly 
in layers with interrupted black silk sutures. The 
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dusting sulfanilamide powder into 


wounds is discouraged since adequate debridement 


practice of 


and control of hemorrhage before suturing the wound 
will result in primary union. Sulfa crystals have 
only very questionable bacteriostatic action when 
applied locally. If placed in the wound excepting 
as a very fine film, wound healing is delayed be- 
cause of the hard, bulky mass of non-absorbable 
material remaining between the wound edges. Its 
local use was entirely stopped during the war. 
Penetrating wounds with compound depressed 
fractures or through and through gunshot wounds 
of the brain often leave comminuted fragments of 
bone and small pieces of metal driven deeply into 
the cortex. In these instances it is necessary to 
elevate the bone fragments, remove all accessible in- 
driven bone and metal and thoroughly irrigate the 
tract of the missile. Often it is possible to insert 


a soft rubber catheter along the entire tract, and 


wash blcod clots and destroyed brain tissue out. 


More vigorous efforts should be made to remove 
in-driven dirty bone fragments than relatively clean 
metal because brain abscesses are more prone to de- 
velop about pieces of bone. 

Sulfathiazole powder should never be used on the 
surface of the brain as it is very toxic and irritating. 
Horrox relates two patients who had generalized con- 
vulsions shortly after the application of the drug 
while the wound was still open. If the ventricle 
has been entered, it is well to put 25 to 50 thousand 
units of penicillin directly in the cavity. Next, the 
dura should always be closed tightly to prevent in- 
fection. If the tear in the dura is too large to 
suture, a satisfactory patch can be taken from the 
exposed pericranium or temporal fascia. Again, the 
skin should be closed in layers without drainage. 
Penicillin is found in very low concentrations within 
the cerebrospinal fluid when given by the intramus- 
cular route, but maintains an adequate level when 
injected either directly into the ventricular system 
or the lumbar subarachnoid space. However, smaller 
doses are given in the 24 hour period than by mus- 
cle, usually 25,000 units twice daily. This quan- 
tity may have to be reduced if the patient complains 
of neuritic pains into the legs or develops severe 
headache. These unfavorable symptoms are usually 
due to an irritable fixative rather than to toxicity 
of the yeast. 


Recent war experiences definitely demonstrated that 





1947] 


many initially untreated compound depressed skull 
fractures and or with laceration of the cerebral cortex 
could be treated later like early wounds of similar 
nature with primary healing. This was because the 
wounds were adequately debrided, closed tightly and 
given penicillin both by intramuscular and _ intra- 
thecal routes. I have operated on untreated or im- 
properly treated cases in this fashion from 5 to 11 
days after injury, with resulting primary healing. 

Any repair of skull defects should be delayed for 
At the end of that time 
the defect may be repaired for cosmetic reasons or 


six weeks to three months. 


because the patient complains of a giddy feeling 
when stooping over. Contrary to popular opinion, 
repair of a skull defect will not cure epilepsy, 
There 


Fol- 


lowing the first world war, Colman reported on the 


which, of course, is due to brain damage. 
are several ways of repairing a skull defect. 


use of antogenous grafts taken from the external 
table of the skull close to the defect. 


long, tiring, bloody operative procedure and, if com- 


This was a 


pleted, the pieces of bone often absorbed in several 


months, leaving the original defect. Later, bone 


grafts were taken from the shin or ribs, and seemed 
more satisfactory. Celluloid plates, containing many 
perforations fitted to the defect may be moulded 
while warm between two pans, placed in the defect 
and sutured. The procedure is very simple, and 
satisfactory results are obtained equal to other meth- 
ods. Vitallium, and especially tantalum, has been 
used since the war frequently to repair defects. 
Tantalum is easily cut and moulded at the operating 
table, and is probably the most inert of the metals 
when buried in tissues. 

One of the most deceptive and grave complica- 
tions of skull fracture is an extradural hemorrhage. 
This lesicn occurs when the fracture line crosses the 
middle meningeal artery groove, tearing the artery, 
and a localized extradural hemorrhage results. The 
classical diagnostic picture is an injury to the head, 
followed by increasing drowsiness and unconscious- 
ness several hours later, dilatation of the ipsilateral 
pupil and contralateral hemiparesis, slow pounding 
pulse, rise in blcod pressure, and occasionally gen- 
The 


trephining the skull, controlling the hemorrhage and 


eralized convulsions. treatment consists of 
removing the blood clot. The chances of the patient 
recovering are directly proportional to the time the 


clot is removed following injury. Extradural hemor- 
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rhage in the posterior fossa is rare but does occur 
and requires prompt removal when cerebellar symp- 
toms develop. Acute subdural clots are- generally 
fatal because a major vessel is usually torn at an 
inaccessible place on the inferior surface of the 
brain and it is impossible to clamp the bleeding 
points. Acute intracerebral clots may be located 
anywhere in the subcortical tissue and often a ven- 
triculogram will be necessary for localization. 

Delayed lesions of the central nervous system 
following trauma must always be kept in mind and 
proper treatment begun when any are suspected. 
Chronic subdural hemorrhage may give symptoms 
several weeks or months following even a very trivial 
injury. It is generally easily removed by placing a 
burr hole over the suspected clot and removing the 
liquefied, greenish brown fluid. Burr holes should 
always be made bilaterally, as about 25 per cent of 
the clots occur on both sides of the head. Pneumo- 
cephalus may appear rapidly or be delayed for sev- 
eral days following a fracture of the frontal, eth- 
moid or sphenoid sinus with tearing of the dura. 
which allows air to escape into the cranial cavity 
and become pocketed. These lesions are more fre- 
quent following gunshot wounds of the sinuseS than 
from blows about the head which cause fracture. 
Surgical repair of the dura and aspiration of the 
air by utilizing an appropriate osteoplastic flap is 
the treatment of choice. 

Gas gangrene of the head and face are fortu- 
nately very rare because of the good blood supply 
of these tissues. However, because of the close prox- 
imity to the central nervous system this infection 
approaches 100 percent mortality. 

When infection of the scalp does occur, any 
wound should be opened widely and warm wet 


dressings applied every four hours. Enough sulfa- 


diazine is given by mouth to keep the blood level 
at about 10 mg. per cent and 25,000 units of peni- 
cillin is given intramuscularly every three hours. 
An infected scalp, whether in the location or pres- 
ence of a skull fracture is a very serious lesion. 
This is because there are many thrombosed infected 
veins in the infected laceration which can extend 
through the diploe of the skull, resulting in osteomye- 
litis of the skull, extradural abscess, subdural abscess, 
meningitis, or brain abscess. All of these lesions with 
the exception of meningitis and possibly subdural 


abscess require surgical intervention and all are 
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serious complications which may result fatally. 

Cavernous sinus thrombosis occurs from infection 
about the upper portion of the face and is brought 
to the sinus by infection in the angular and smaller 
veins about the eyelids. This lesion is also quite 
characteristic, as shown by chemosis, proptosis, va- 
ried extra-ocular palsies, engorgement of the retinal 
veins and early papilledema, with evidence of facial 
infection. In spite of the use of the sulfonamide 
drugs, penicillin and general measures directed to- 
ward treating the infection, the mortality rate is 
still high. 

Surgical attack on the cranial nerves following 
traumatic injury, with the exception of the facial 
nerve, is not only discouraging but generally useless. 
Occasionally a displaced fracture line of the floor of 
the anterior fossa compresses or partially severs the 
optic nerve by narrowing the optic foramen and 
edema of the nerve occurs which will destroy the 


remaining nerve fibers. If such a condition exists, 


the optic foramen may be decompressed through an 


osteoplastic flap. Contusions, lacerations and frac- 
tures of the face frequently destroy one or more of 
the three peripheral sensory branches of the trigemi- 
nal nerve that cause numbness of a portion of the 
face for several months. Excepting for the subjec- 
tive uncomfortable feeling of numbness there are no 
ill effects of the lesion. The patient should be re- 
assured that the feeling will return in a few months. 

The anatomy of the facial nerve is such that a 
functional repair in the bony canal and close to the 
muscular innervations on the face is very difficult 
Primary end to end 
suture of the nerve is the repair of choice. How- 
ever, varied degrees of mass motion of the face and 


and many times impossible. 


diminution of natural facial expression always re- 
sults from the best facial repair if complete sev- 
erance of the nerve has occurred. Nerve grafts are 
generally unsatisfactory. Facio-hypoglossal or facio- 
accessory anastomosis are often done when the nerve 
is destroved close to or within the bony canal, mak- 
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ing approximation impossible. Should enough time 
elapse following injury to the facial nerve so that 
fibrosis of the facial muscles has occurred, it then 
is necessary to use a mechanical method for restor- 
ing balance to the face. Brown has devised fascial 
slings placed in the subcutaneous tissue of the face 
from the lips to the temporal fascia and muscle that 
corrects this deformity satisfactorily. Needless to 
say, only slight motion and no facial. expression 
can result from this procedure. 

Finally, mention should be made of the general 
treatment of the patient with cerebral concussion or 
contusion. The head of the bed should be elevated 
8 to 12 inches, which allows for better venous 
drainage from the head and also tends to reduce 
the intracranial arterial pressure. In this position, 
should the patient develop fluid in the lungs, as they 
often do if drowsy, lower the head of the bed, raise 
the foot sharply, turn the patient on his abdomen 
and his head to the side. Often several ounces of 
fluid will escape in a few minutes’ time. The proce- 
dure is often life saving. Generally morphine should 
be avoided, but if the patient has severe associ- 
ated injuries for which morphine is indicated and 
close observation of the patient is possible, appro- 
priate doses may be given. Only about 3 to 5 per 
cent of these patients have intracranial hyperten- 
sion of severe enough degree to restrict fluids, so 
an intake of 1,800 to 2,500 c.c. in twenty-four hours 
should be encouraged. Generally no dehydrating 
drug is given unless the patient becomes worse from 
intracranial pressure. Lumbar punctures are used 
for diagnosis of subarachnoid hemorrhage and oc- 
casionally for reducing pressure, but certainly it is 
not a procedure to be used on all patients with head 
injuries. Excepting when immediate operation is 
planned, the x-ray examination of the skull may be 
delayed until such time when the patient is co- 
operative, and will tolerate transportation to and 
manipulation of the head in the x-ray department. 


405 Wainwright Building. 
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DIABETIC ACIDOSIS 
A Review of 105 Cases* 


RANDOLPH P. PILLow, M.D., 
H. ROWLAND PEARSALL, M.D.., 


and 


HENRY B. MULHOLLAND, M.D.., 
Charlottesville, Virginia. 


There is no standardized treatment of diabetic 


acidosis. Differences are found in reports of Joslin, 
et al,! Almy et al,? Peters,’ and others. The chief 
points at issue are (1) the dosage of insulin, (2) 
the early use of glucose, and (3) the advisability 
of using alkalis, such as 1/6 molar sodium lactate 
solution intravenously. This report is based on a 
review of 105 cases of diabetic acidosis treated on 
the medical service of the University of Virginia 
Hospital from January 1, 1939, to September 1, 
1945. 

In this period under study, Table I, there were 
71,965 admissions to this hospital. Diabetic acido- 
sis was present in 105 (7.69 per cent) of 1,366 dia- 
betic patients. A carbon dioxide combining power of 

TABLE I 
DIABETIC ACIDOSIS 
January 1, 1939—September 1, 1945 
Definition: CO. Combining Power—35 Vols. % and below 
71,965 
1,366 
1.89% 
. Total cases of acidosis 105 
. Deaths 8 
7.62% 
2.76% 
4.86% 


the plasma of 35 volumes per cent and below has 


. Total hospital admissions 


. Total Diabetic admissions (including acidosis) 


1 
, 
3. Percentage admissions for diabetes 
4 
5 


6. Mortality Rate 
A. Uncomplicated cases 3 


B. Complicated cases 5 


been chosen arbitrarily as the criterion for the diag- 
nosis of diabetic acidosis. There were 8 deaths in 
these 105 patients. Thus, the crude mortality rate 
was 7.62 per cent. Three, or 2.76 per cent, were be- 
lieved to be due to diabetic acidosis per se, and 5, or 
4.86 per cent, occurred in cases with complications 
thought sufficient in themselves to cause death with- 
out the added factor of acidosis. 
SEVERE ACIDOSIS 

A carbon dioxide combining power of the plasma 
of 20 vols. per cent or below has been regarded by 
many writers as indicative of more critical and severe 
‘acidosis. A graver prognosis is said to be associated 
with a state of unconsciousness or “coma” than with 
~ *From the Department of Internal Medicine, University 
of Virginia Hospital. 


a condition of semi-consciousness or drowsiness. In 
this series, there were 64 cases of severe acidosis. 
Five of these (7.81 per cent) terminated fatally, as 
shown in Table II. Twenty-one (32.78 per cent) 
TABLE II 
SEVERE DIABETIC ACIDOSIS 
CO: Combining Power 20 Vols. % and Below 
64+ Cases 
1. Crude Mortality rate deaths 7.81% 
. Condition on admission to hospital 
A. Comatose 21 32.78% 
B. Semicomatose 43 67.19% 
Mortality rate according to condition 
A. Comatose 3 deaths 14.25% 
B. Semicomatose 2 deaths 65% 
were admitted in coma and 3 of these (14.25 per 
cent) died. Forty-three (67.19 per cent) were semi- 
(4.65 


mortality rate in this severe acidosis group increased 


comatcse and 2 per cent) died. Thus, the 
approximately three times when the patient was in 
coma. 

The cause of the 8 deaths, only 3 of which were 
believed to result primarily from diabetic acidosis, 
are analyzed in Table III. In 6 of these fatal cases, 

Tasce III 
FATAL CAsEs OF DIABETIC AciDosIs 
Hours Initial 
Dura- CO: 
tion of Vols. 


Insulin 

Before 
Sex Admission Coma 9% 
None— 10 18.2 
5 days 


Complications 
Female None 
Male None— 30 ‘ None 


4 days 


Male 


Female 


Male 


Female 


Female 


31 Female 


Yes (?) 


None 


None 


None— 
2 days 
None— 


2 days 


*Semicomatose 


None 

Lobar pneumonia 
with effusion 
Coronary throm- 
bosis 
Generalized perito- 
nitis 
Cerebrovascular 
accident 
Subarachnoid 
hemorrhage 
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the patient had either never taken insulin or had dis- 
continued insulin treatment. Five were over 40 vears 
of age. Four were over 50 years of age and had an 
average age of 66.7 vears. The average age in the 
3 fatal cases due to acidosis alone was 36 years. 
The complications thought to be the cause of death 
in 5 cases were respectively: lobar pneumonia with 
pleural effusion, coronary thrombosis with myocar- 
dial infarction, generalized peritonitis, cerebrovas- 
cular accident, and subarachnoid hemorrhage. 
PRECIPITATING CAUSES 
Precipitating causes of diabetic acidosis, as shown 
Table IV, conformed to those in previous reports. 
TABLE IV 
PRECIPITATING CAUSES OF DIABETIC ACIDOSIS 
. Failure to take insulin as instructed 
. No known cause: 
A. Undiagnosed diabetic 
B. Treated diabetic 


-_ Do 
—=— A 


. Common cold 


nN 


Dietary indiscretion 


nN 


. Furunculosis 

. Lobar pneumonia 

. Pulmonary tuberculosis 

. Cellulitis 

. Empyema 

. Purulent otitis media 

. Atypical pneumonia 

. Subarachnoid hemorrhage 

. Coronary thrombosis with infarction 
. Other 


5 
4 
2 
1 
1 
1 
1 
1 
6 


causes 


| 


105 


Failure to take insulin as instructed was responsi- 
ble in 34, about ene-third, of the cases. No cause 
fer acidosis could be found in 26 patients. There 
was no historv of diabetes in 14, and 12 were being 
treated for diabetes when acidosis developed. ‘The 
common cold was thought to be the precipitating 
factor in 11 cases. Miscellaneous causes included 
dietary indiscretions, furunculosis, cellulitis, lobar 
pneumonia, empyema, purulent ctitis media, atypical 
pneumonia, subarachnoid hemorrhage, and coronary 
thrombosis with infarction. 

A brief analysis of the 8 fatal cases is given 
below: 

Case 1—F. W., A 43-vear old colored female 
admitted January 28, 1940, voluntarily discontinued 
her insulin for 5 days and gradually lapsed into 
coma 10 hours before admission. The urine sugar, 
acetone, and diacetic acid were 4 plus. The carbon 
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dioxide combining power of the plasma was 18.4 
vols. per cent, and the blood sugar was 454 mg./100 
cc. The patient was given 4,000 cc. of intravenous 
normal saline and 140 units of regular insulin dur- 
Later, 1,400 cc. of 1/6 molar 
sodium lactate solution was given intravenously. 
Within 15 hours, the ketonuria had cleared and the 


ing the first 3 hours. 


carbon dioxide combining power of the plasma had 
However, she remained 
A total 
Death 
was believed to be due primarily to diabetic acidosis 


risen to 43 vols. per cent. 
unconscious and died several hours later. 
of 375 units of regular insulin was given. 


of long duration. 

Case 2.—F. C., a 50-year old colored male ad- 
mitted April 7, 1945, had had diabetes for 11 years 
but had never adhered to a diet or an insulin pro- 
gram. Four days before admission, he discontinued 
insulin. This was followed by epigastric pain and 
nausea with vomiting. Thirty hours before admis- 
Tests for sugar and 
The 
carbon dioxide combining power of the plasma was 
23.1 The blood 421 
mg./100 cc. Twelve hundred cc. of molar 


sion, he became unconscious. 
acetone in the urine were strongly positive. 


was 
1/6 

sodium lactate solution, 3,500 ce of 5 per cent glu- 
1,500 cc. of 


vols. per cent. sugar 


cose in normal saline, and normal 
saline were given intravenously. Two hundred units 
of regular insulin were given during the first 3 
hours. In 8 hours, the urine acetone had _ been 
reduced to 1 plus and the carbon dioxide combin- 
ing power of the plasma was 55 vols. per cent. In 
spite of this, he became anuric, remained uncon- 
A total of 360 


Death was at- 


scious, and died 2 hours later. 
units of regular insulin was given. 
tributed to diabetic acidosis. 


Case 3.—R. L., a 15-year old white male ad- 
mitted July 12, 1944, had unregulated diabetes for 
many months but had not sought medical aid. He 
vomited for 1 day and became stuporcus 4 hours 
before admission. Laboratory examinations showed 
a 4 plus sugar and 3 plus acetone in the urine, a 
bleod sugar of 533 mg./100 cc., and a carbon diox- 
ide combining power cf the plasma of 15 vols. per 
cent. One hundred and seventy units of regular 
insulin, 1,500 cc. of normal saline, and 1,200 cc. 
of 1/6 molar sodium lactate solution were given 
during the first 3 hours. In 9 hours, the carbon 
dioxide combining power of the plasma had in- 
creased to 46.7 vols. 


per cent. However, he re- 
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mained stuporous and disoriented and became anuric 
3 hours later. In 24 hours, although the acetone 
in the urine had been reduced to 1 plus, the patient 
developed peripheral vascular collapse and died. 
Death apparently resulted from prolonged acidosis. 

Case 4.—R. E., a 14-year old white female ad- 
mitted December 15, 1941, had had polyuria, poly- 
dipsia, and weight loss of 6 months’ duration. She 
She 


became unconscious about 24 hours before admis- 


had marked nausea and vomiting for 3 days. 


sion. Examination revealed lobar pneumonia with 
pleural effusion. The urine acetone was 3 plus and 
the sugar 4 plus. The blood sugar was 435 mg./100 
cc. The carbon dioxide combining power of the 
plasma was 12.7 vols. per cent. Treatment con- 
sisted of 1,200 cc. of normal saline and 2,400 ce. 
of sodium lactate solution intravenously and 115 
units of regular insulin during the first 3 hours. 
After 8 hours, 1,200 ce. of 5 per cent glucose was 
given intravenously. There was no ketonuria after 
18 hours and the carbon dioxide combining power 
of the plasma had increased to 48.1 vols. per cent. 
Three hundred units of insulin were given during 
the first 24 hours. The acidosis did not recur but 
the patient became anuric. Death, which occurred 
+ days later, was thought to be due to Icbar pneu- 
monia. 

Case 5.—H. T., a 78-year old white female, was 


admitted June 20, 19453. She had been bedridden 


for 2 years with arthritis and was not a known 
She had “felt bad” for 5 days and was 
The 


urine sugar test was 4 plus and the acetone and 


diabetic. 
found in coma 6 hours before admission. 
diacetic acid tests were 1 plus. The carbon dioxide 
combining power of the plasma was 8.5 vols. per 
cent. The blood sugar was 400 mg./100 cc. Treat- 
ment consisted of 1,800 cc. of intravenous sodium 
lactate solution, 1,000 cc. 5 per cent glucose in nor- 
mal saline, and 200 units of insulin during the first 
3 hours. About 2 hours after admission, the patient 
responded slightly to questioning. Irregular cardiac 
rhythm and a pericardial friction rub were then 
noted for the first time. An hour later, the carbon 
dioxide combining power had increased to 36.7 vols. 
per cent. The patient died suddenly 4 hours after 
admission. The cause of death was thought to be 
coronary thrombosis with myocardial infarction. 
Case 6.—M. T., a 75-year old diabetic colored 


female admitted January 11, 1945, had had severe 
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acute abdominal pain, nausea, and vomiting for 


The 


urine sugar was 4 plus but there was no acetone. 


5 days. She was semi-conscious on admission. 
The carbon dioxide combining power of the plasma 
was 33.4 vols. per cent. There was marked spasm 
and tenderness in the right side of the abdomen, 
believed to be due to a generalized peritonitis fol- 
She 
80 units of regular insulin and 4,000 cc. of 5 per 


lowing the rupture of a viscus. was given 


cent glucose in normal saline. Six hours later, the 
carbon dioxide combining power of the plasma was 
52 vols. and the blood 


per cent sugar was 129 


mgs. per cent. The patient died 21 hours after 

admission, presumably from peritoneal infection. 
Case 7.—J. B., a 64-year old white female dia- 

1943. 


comatose 18 hours before admission and was thought 


betic, was admitted February 3, She became 


to have had a cerebrovascular accident. The urine 
sugar was + plus and the acetone was 2 plus. The 
carbon dioxide combining power of the plasma was 
24.1 The blood was 434 


mg./100 cc. Fifty units of insulin were given dur- 


vols. per cent. sugar 
ing the first 3 hours and 160 units during the first 
24 hours. Fifteen hundred cc. of normal saline and 
1,200 cc. of 1 
administered intravencusly. 


had 


bining power of the plasma had increased to 47.8 


6 molar sodium lactate solution were 
In 24 hours, the keto- 
nuria cleared and the carbon dioxide com- 
vols. per cent. The patient remained comatose and 
became anuric on the third day. The acidosis did 
not recur. Death, which cccurred 4 days later, was 
thought to be due to the cerebrovascular accident. 
Case 8—M. W., a 31-vear old colored female 
diabetic, admitted April 8, 1943, was found uncon- 
scious 24 hours before admission. Repeated spinal 


fluid studies were consistent with a subarachnoid 


hemorrhage. The urine sugar and acetone were 4 


plus. The carbon dioxide combining power of the 
plasma was 13.8 vols. per cent. The blood sugar 


was 382 mg./100 cc. Two hundred and ten units 


of insulin were given during the first 3 hours, to 


gether with 1,200 cc. of sodium lactate solution and 


5,500 cc. of 5 per cent glucose in normal saline 


intravenously. In 12 hours, the ketonuria had 


cleared. Several hours later, the carbon dioxide 


combining power of the plasma was 42.7 vols. per 
cent. In spite of adequate control of the diabetes, 


she remained comatose and died 4 days later. Subar- 
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achnoid hemorrhage was believed to be the cause of 
death. 

Unfortunately, permission for post-mortem exami- 
nation was refused in all of the cases. 


TREATMENT 

In this series of cases, treatment of severe cases 
of diabetic acidosis has conformed largely to the 
following program: 

1. On admission, a urine specimen is obtained, 
the patient being catheterized if necessary, and tested 
at once for sugar, acetone, and diacetic acid. Blood 
samples are taken for sugar and plasma carbon 
dioxide combining power determinations. A labora- 
tory technician is available for this work at all times. 

2. Insulin.—Fifty units intravenously and 50 
units subcutaneously (or more) of the quick-acting 
(regular) insulin are given initially and repeated 
in 50 unit doses at 30-45 minute intervals in an 
attempt to give about 300 units in the first 3 hours. 
Thereafter, insulin is given as indicated. These 
large doses of insulin are not advised as a routine 
procedure unless frequent urine sugar and blood 
sugar determinations are made. Otherwise, pro- 
found hypoglycemia may occur. 

3. Fluids and Alkali—An infusion of normal 
saline is started promptly and continued so as to 
supply 750-1,000 cc. of fluid per hour during the 
first 4-5 hours. During the first hour, 1/6 molar 
sodium lactate solution is given intravenously in 
600 to 1,200 cc. amounts, usually the latter. 

4+. Urine specimens are obtained for testing every 
'4 hour if a catheter is in place or every hour if 
the patient is voiding. 

5. The blood sugar and the carbon dioxide com- 
hining power determinations are repeated at the end 
of the first 3-5 hour period and again 6-8 hours 
later. 

6. About 3-4 hours after treatment is started, 
glucose is given if there is indication of a decreas- 
ing urine or blood sugar. This may be by an in- 
fusion of 1,000 cc. of 5 per cent glucose in normal 
saline intravenously, or by sweetened water, orange 
juice, or milk, if the patient can take these fluids 
by mouth. 

7. Cleansing enemas are not believed necessary 
nor do retention enemas seem beneficial. 

8. The patient is allowed nothing by mouth if 
he is nauseated or unconscious. If the patient is 
not vomiting, gastric lavage is not indicated as this 
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would serve only to remove a saline solution which 
the patient can use. 

9. Small glucose feedings with supplementary in- 
sulin are given at frequent intervals (every 3-4 
hours) until an adequate diabetic maintenance pro- 
gram is established. 

10. Stimulants, blood transfusions, plasma, and 
cther supportive measures are administered as 
needed. 

DIscUssION 

Inasmuch as many of these patients came from 
a large, rural, mountainous area, it is probable that 
the cases of this condition observed on the medical 
service of the University of Virginia Hospital are in 
general. more severe than those treated in large city 
hospitals. Frequently, the patient may be 12 or 
more transportation hours from the hospital at the 
time he becomes ill enough to seek hospital atten- 
tion himself or his local doctor advises hospitaliza- 
tion. 

The amount of quick-acting (regular) insulin 
used in the treatment of diabetic acidosis is arbi- 
trary. However, there has been a trend toward the 
use of larger initial doses of insulin in recent years 
in our severe cases of acidosis. After January 1, 
1944, an average of 255 units of insulin was given 
during the first 3 hours, which was approximately 
This is 

During this same time, the 
TABLE V 

SEVERE DIABETIC ACIDOSIS 
CO: Combining Power 20 Vols.% and Below 
. Average amount insulin first 3 hours: 
A. (1-1-39 to 1-1-44) 45 cases 144 units 
B. (1-1-44 to 9-1-45) 19 cases 
2. Average amount insulin first 24 hours: 
A. (1-1-39 to 1-1-44) __ 45 cases 349 units 
B. (1-1-44 to 9-1-45)- 19 cases 450 units 
. Average fluid intake first 24 hours: 
A. (1-1-39 to 1-1-44) 45 cases 
B. (1-1-44 to 9-1-45) 19 cases 


100 units more than was used previously. 
Table V. 


shown in 


units 


5976 cc. 
6881 cc. 
average fluid intake was increased from 5,976 cc. 
to 6,881 cc., or about 900 cc. The largest amount 
of insulin given to any single case during the first 
3 hours was 375 units and the largest amount in the 
first 24 hours was 830 units. 

An alkali in the form of 1/6 molar sodium lac- 
tate solution has been used during the initial 3 hour 
period in approximately 2/3rds of our cases of 


severe acidosis. The remaining 1/3rd usually re- 
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ceived intravenous normal saline alone. ‘The average 
carbon dioxide combining power on admission of 
the case in severe acidosis was 13.6 vols. per cent. 
The initial carbon dioxide combining power of the 
group of patients treated with sodium lactate was 
slightly lower (13.2 vols. per cent) than those in 
which an alkali was not used (15.6 vols. per cent). 
At the end of the first 12 hour period, the carbon 
dioxide combining power in those treated with so- 
dium lactate was 47.7 vols. per cent, whereas in the 
group in which this form of treatment was not used, 
it was only 33.3 vols. per cent, as shown in Table VI. 
TABLE VI 
SEVERE DIABETIC ACIDOSIS 
CO. Combining Power 20 Vol.% and Below—64 Cases 

1. Average Initial CO. 13.6 vols.% 
A. Treated with normal saline 15.6 vols.% 
B. Treated with sodium lactate 13.2 vols.% 

Average CO» at the end of 12 hours: 
A. Treated with normal saline 33.3 vols.% 
B. Treated with sodium lactate 47.4 vols.% 

3. Average COs at the end of 24 hours: 


Treated with sodium lactate 51.3 vols.% 


At the end of the first 24 hours, the carbon dioxide 
combining power in those cases which received so- 
dium lactate was 51.3 vols. per cent. In a report 
of another series in which an alkali was not used, 
it was noted that the carbon dioxide combining 
power was “12 vols. per cent initially; this had risen 
to 30 vols. per cent on the second hospital day, and 
on the third hospital day to 42 vols. per cent”. It 
has been argued that the use of an alkali “may ac- 
tually be harmful and may divert attention from the 
truly important matter of giving enough insulin’. 
The use of sodium lactate has been favored in our 
series and we have not observed any harmful effects 
from its use. The patients treated with sodium lac- 
tate and saline received on an average a greater total 
sodium intake than those treated with saline alone. 
This was undoubtedly a factor in the more rapid rise 
of the plasma carbon dioxide combining power in 
the first group of cases. However, sodium lactate 
has been shown by other workers to be more effi- 
cacious in increasing the alkali reserve than sodium 
chloride because of the prompt liberation of the 
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sodium ion. It is our impression that not only does 
the carbon dioxide combining power of the plasma 
increase more rapidly in the patients who are given 


sodium lactate solution, but also that clinical im- 


provement occurs sooner, other factors being equal. 


In cases of severe acidosis with marked depression 
of the carbon dioxide combining power, we believe 
that it should be of considerable benefit to correct 
the acid-base balance to physiological levels in as 
rapid a manner as possible. 

The early administration of glucose was not a part 
of the routine treatment of this series of cases, but 
it was used frequently after the preliminary large 
doses of insulin. Peters, Almy et al,” and Conn 
and Bauer* offer convincing reasons for the early 
use of glucose. Glucose will prevent so-called “star- 
vation diabetes”, hypoglycemia and consequent pro- 
longaticn of acidosis and ketonuria. 


SUMMARY 

1. One hundred and five cases of diabetic acido- 
sis treated at the University of Virginia Hospital 
are reviewed. The crude mortality rate in this series 
was 7.62 per cent. 

2. In 64 cases of severe diabetic acidosis, the 
crude mortality rate was 7.81 per cent. There were 
3 (14.25 per cent) deaths in the 21 comatose pa- 
tients, whereas only 2 (4.65 per cent) of the 43 
semi-comatose ones died. 

3. A program of treatment of diabetic acidosis 
is outlined. 

4. Intravenous sodium lactate solution (1/6 mo- 
lar) was used initially in two-thirds of the cases of 
severe acidosis. No harmful effects were noted and 
a more rapid rise of the carbon dioxide combining 
power ‘of the plasma was obtained. 
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At the outset of this presentation let me say that 
I am not attempting in any way to deliver a scien- 
tific exposé, nor a statistical report of the work that 
is done by a hospital ship in the advanced theatres 
of war. Such matters are better left to more capable 
scientific and statistical minds than mine. It has 
occurred to me, however, that a report from one 
who was fortunate enough to have such duty might 
be of some interest to the members of this Society. 

There are two main functions of a Navy hospital 
ship which are paramount above all else. These are 
to evacuate wounded personnel from the beachheads 
and to act as a floating hospital for the fleet in 
advanced areas. Subsidiary functions may be listed 
as: (1) To act as a medical supply depot for the 
other ships of the fleet; (2) To furnish library 
facilities for the medical officers of the fleet; and 
(3) To provide consultation facilities for other ships 
and for any shore based Army or Navy units that 
may desire them. 

The personnel of such a ship is divided into the 
line and the staff, the latter consisting of the medi- 
cal department and the supply department. In my 
own ship, the U. S. S. Relief, the medical depart- 
ment consisted of twelve regularly assigned medical 
officers, four dental officers, twelve nurses, and ap- 
proximately one hundred and eighty hospital corps- 
men. The medical officers included the senior medi- 
cal officer, the chief of surgery with two other sur- 
geons, the chief of medicine with two other intern- 
ists, the otolaryngologist, the ophthalmologist, the 
urologist, the roentgenologist and the pathologist. 
In addition to these there were two surgeons as- 
signed to the ship for temporary duty in each major 
campaign. Invaluable assistance was rendered on 
beachhead evacuations by the four dental officers 
who worked in the wards giving blood and plasma 
transfusions, administering anesthesia, and helping 
with dressings on patients. 

Physically the ship was built much like any good 
hospital ashore with the exception that in the wards 
the bunks, which had very comfortable springs and 
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mattresses, were either in two or three tiers. How- 
ever, there was always enough space allowed so that 
the patients could be handled properly in their 
bunks. Operating facilities consisted of one main 
operating room with three tables ready for immedi- 
ate use, a smaller operating room in the eye, ear, 
nose, and throat clinic with one table, and operating 
tables in dressing rooms off three of the larger 
wards. This gave us a total of seven operating 
tables which could be put to immediate use when 
casualties were brought aboard. With a medical 
complement such as ours the question will undoubt- 
edly arise as to how we obtained assistance in the 
operating room. Most of this came from hospital 
corpsmen who were trained operating room tech- 
nicians and who did a grand job in helping out. 

In addition to the surgical set-up there were va- 
rious other departments on the ship, such as a com- 
pletely equipped x-ray department; a complete lab- 
oratory, including rabbits and guinea pigs for ex- 
perimental purposes; a department of physiother- 
apy; the dental department with four operating 
chairs and a complete laboratory for the manufac- 
ture of dentures; spaces set aside for the taking of 
electrocardiograms and basal metabolic rates; and, 
last, but I think by no means least, the eye, ear, 
nose, and throat department. 

In regard to the latter I should perhaps go inte 
a little more detail as to the physical set-up. As I 
have stated before, there was a medium sized oper- 
ating room with one operating table and two treat- 
ment chairs in the same room... We had a small 
office and a refraction range which, when closed 
off, made our dark room. In this we had the peri- 
meter and slit-lamp. We were fortunate, and I 
think rather unique, in that we had both an oph- 
thalmologist and an otolaryngologist. Until I joined 
the ship in the summer of 1943 these two depart- 
ments had been combined, but it was found that 
there was enough work for two men and so I was 
sent out as the ophthalmologist. This worked out 
ideally, for during a good deal of the time, between 
invasions, we were engaged in servicing the fleet 
and, on such occasions, it was not unusual to run 
from fifteen to eighteen refractions a morning, with 
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operations in the afternoon and consultations sand- 
wiched in between. On the ear, nose, and throat 
side I have seen frequently as many as five ton- 
sillectomies plus a submucous resection scheduled 
for the same morning. Our assistance in the clinic 
consisted of four hospital corpsmen who were trained 
in eye and in ear, nose, and throat work and who 
proved to be invaluable. 

In connection with the above mentioned operat- 
ing schedules in our department a word of explana- 
tion might be interjected at this point. One might 
well wonder why elective procedures were carried 
out aboard a hospital ship in the advanced theatres 
of war. When we were acting as a hospital for the 
fleet it was our policy to do anything that was re- 
quired, just as we would have done had be been 
Iccated in a hespital ashore. if the 
medical officer of a battleship felt that one of his 


For instance, 


crew was handicapped in the performance of duty 
by some bad tonsils, or a squint, the patient would 
be accepted aboard our ship for such surgery as 
was indicated. It stands to reason that such cases 
were not accepted when there was an invasion im- 
minent or when there was a possibility that we 
would be moved. 

The question of eye instruments presented an 
interesting problem at times and serves to show 
what can be done aboard such a ship with proper 
coordination. When I joined the ship the instruments 
fer eye surgery, while adequate, were not all that 
was to be desired. Orders were immediately placed 
for additional instruments but due to the move- 
ments of the ship, and the rapid progress of the 
war, these orders never caught up with us. I found 
that we had no satisfactory means for localizing in- 
traocular foreign bodies and, since I had _ been 
brcught up with the Pfeiffer modification of the 
Comberg technic, I ordered such an apparatus. It 
did not arrive and I was forced to enlist the help 
of the dental department. One of the dental officers 
agreed to help me and we took a mold of a volun- 
teer’s eye and then the dentist made a transparent 
acrylic lens from the mold. Four small holes were 
drilled in this lens at the limbus at 12, 3, 6, and 
9 o'clock and these filled with silver amalgam. 
This gave us a very satisfactory contact lens for 
localizations and proved invaluable in numerous 
instances thereafter. 

Another instance of manufacturing instruments 


came in the quest for a handy knife for use in 
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opening the sclera posteriorly in cases of intra- 
ocular foreign bodies. We had many of these cases 
and it seemed to me the Graefe knife was at best 
an unwieldy instrument for posterior incisions in 
the sclera. Consequently, I gave a muscle hook 
to one of the machinist’s mates and asked him to 
work out on it. We finally emerged with a square 
blade about one millimeter on a side and with two 
cutting edges, one on the under surface and one on 
the inner surface of the blade. The shaft of the in- 
strument from the blade to the handle was notched 
in millimeters so that one could tell fairly accu- 
rately how far posterior to the limbus he was plac- 
ing the blade. This same machinist, although used 
to working on giant turbines and other large ma- 
chinery, also modified a small forceps for me by 
fashioning two tiny cups on the blades. This was 
used for the extraction of non-magnetic foreign 
bodies from the vitreous in such cases where the 
foreign body could be seen with the ophthalmo- 
scope. 

The ship was designed to take care of approxi- 
mately four hundred and fifty patients in the wards 
All of 


waterline with good ventilation by 


and rooms. these were located above the 
portholes and 
blowers. These accommodations were perfectly ade- 
quate when we were servicing the fleet, for in such 
a case we did not usually run more than three 
hundred patients aboard at any one time. For in- 
vasions of enemy territory, however, we realized 
that this number of beds would be inadequate and, 
consequently, on such occasions, the ward space was 
modified considerably. The crew moved out of their 
compartments and these were converted into wards, 
the crew sleeping in cots and hammocks on the 
main deck which was enclosed in canvas for the 
emergency. The entire promenade deck was also 
enclosed in canvas and cots placed on it throughout 
its length, this deck then being used for an addi- 
tional large ward. These measures gave us a total 
of approximately seven hundred beds ready for use 
when we came into a battle area. 

It might be thought that with a group of medical 
specialists aboard everyone stuck to his own spe- 
cialty. This was the case at all times except when 


we were taking wounded aboard from the battle 


area. I have seen seven hundred badly wounded 
men come aboard within a space of a little over 
four hours and it must be obvious that in such a 


time there is no immediate place for specializaticn. 
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Everyone pitches in and does what he can. Prob- 
ably the most important immediate thing is the 
treatment .of shock and every single person avail- 
able lends a hand in this. My own ward in these 
instances had seventy-two bunks in it. In this I 
had all the primary eye cases, which would usually 
run about twenty-five to thirty, and the remainder 
of the space was taken up with every conceivable 
kind of wound. If major surgery was required 
these patients were made as fit as possible and sent 
to the main operating room. If minor surgery was 
all that was indicated, that was taken care of in 
the ward dressing room. 

In an attempt to show the duties of this type of 
ship in her primary role, it might be well to try to 
describe our first mission of this type. Prior to 
the opening of the Marshall Islands campaign in 
late January, 1944, hospital ships had never been 
sent into a beachhead, but, in accordance with the 
Geneva Convention rules, stayed five hundred miles 
away from the battle zones. It is true that during 
the Gilbert Islands operations the only two hospital 
ships then in the Pacific, the Relief and the Solace, 
were ordered into the Gilberts but neither one of us 
went to Tarawa, where the fighting was heaviest. 
We hove to off the island of Apamama and took 
casualties that transports brought out to us. How- 
ever, with the opening of the Marshalls offensive 
we went into the beaches for the first time. 

During the night of D Day in the Marshalls we 
were heading for Kwajalein, steaming alone and 
fully lighted, up the middle of a channel with 
Japanese held islands on either side. Although 
nothing was said about the matter, I am sure that 
there was a certain feeling of tension throughout 
the ship that night. There is something about a 
torpedo striking a ship such as ours in the dark 
that seems to have a very permanent quality about 
it. We got through the night all right and the next 
morning at daybreak we could see smoke ahead of 
us on the horizon. This came from fires on Kwa- 
jalein island we learned later. By nine o'clock 
we had come up to the island and entered the 
lagoon by one of the passes. Our own fighting ships 
were outside this lagoon pouring fire into the island. 
Army troops had gone ashore there the day before. 
We anchored about four miles off the beach and 
soon small landing craft began to come alongside 


with wounded. These were brought aboard by 
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stretchers up the main gangway and, as they passed 
into the ship, were screened by a team of three medi- 
cal officers who directed them to the proper wards. 
By that afternoon it was realized that we were too 
far off the beach to give the best service, and that 
the wounded had a long trip in small boats before 
Therefore we moved in to 
of the 
vantage point we truly had a box seat for the fight- 
ing ashore. We took casualties all night and all 
the next day and by six that evening were loaded 
and underway for Pearl Harbor with over six hun- 
dred casualties aboard. 


they could reach us. 


within about a mile beach. From this 


Under such conditions everything is not always 
ideal for surgery, and a case of mine will serve to 
illustrate what I am sure has happened to all doc- 
tors who have worked under such conditions. Dur- 
ing the process of taking patients aboard at Kwaja- 
lein I happened to step out on the quarterdeck at 
the same time that an eye case was brought aboard. 
He proved to have a laceration of the cornea run- 
ning directly across its widest diameter. His was a 
very recent injury and I wanted to repair it as 
quickly as possible but a checkup showed that every 
operating table in the ship was full at the time, 
and would be for some hours. The man was put 
on an ordinary wooden table in the master-at-arms 
shack and some instruments were obtained. With 
the aid of the chief master-at-arms holding an ordi- 
nary flashlight, and one of the laboratory techni- 
cians acting as scrub nurse, an iridectomy was done 
and the corneal laceration covered by a conjunc- 


tival flap in an entirely uneventful procedure. 


During, and after, these beachhead operations 
there is relatively little or no rest until the ship is 
about three days on the way to a rear area. In 
these first few days there is too much to be done 
in the way of caring for the patients, many of whom 
are in critical condition, to worry about resting. 
One cannot help feeling that these wounded lads 
have given much more than we have and it is up to 
us to give them our best. And here I should like 
to pay a word of tribute to two groups, first, the 
wounded American fighting man of whem nothing 
that has been said in praise is too extravagant. No 
matter how great the pain, nor how grave his con- 
dition, he thinks of his wounded comrades first 
and, as one of our correspondents has so ably said, 
“the wounded don’t cry.” This is in decided con- 
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trast to the wounded Japanese, and I know them 
I know the 
took three hundred out of Saipan at one time. 


Americans for we 
And, 
secondly, I should like to pay a word of tribute to 


almost as well as 


my own shipmates for their dogged devotion to duty, 
their ability to work long hours, stretching into 
days, in operating room and wards, without rest 
and still keep going, whether it is operating or car- 
rying food to the sick or being helpful in a hun- 
dred other different ways. I have watched lads of 
the black gang who have been standing a fire room 
watch for four hours, and I can assure you that 
is no fun in the tropics, come off watch and go up 


Cheap Glasses Cause Eye Distress. 

Many poorly fitting and cheap glasses cause ocu- 
lar distress and headaches, according to the De- 
cember 7 issue of The Journal of the American 
VWedical Association. 


“A person who has such distress when he wears 


glasses naturally takes them off, just as a man takes 


off a pair of shoes that does not fit him comforta- 
bly,” The Journal states in answer to a query. 

In discussing the harmful or beneficial effects of 
the average sun glasses on the eves, The Journal 
states: 

“The average sun glasses, cbtained in drug and 
ten cent stores, if sufficiently dark, are as a rule com- 
forting to the eves of the average wearer on an 
average bright day, on the water or on the beach, 
where they are usually used. They reduce the total 
The idea that 
certain makes of glass do net transmit the ‘harmful’ 


amount of light entering the eves. 


ultraviolet light is mostly sales talk, as the ordinary 
white glass allows but little ultraviolet light to pass 


through. In fact, in order to obtain passage for 
ultraviolet through a window pane it has to be spe- 
cially made for that purpose. A certain amount of 
ultraviolet light is beneficial to the eyes; it is for 
this reason that vacations are taken at the seashore 
and in the mountains, and in the winter patients are 


sent to sunny climes.” 
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to the Officer of the Deck and volunteer for duty 
as a stretcher bearer, work for eight hours handling 
stretchers from small boats in heavy seas, and then 
go back to the fire room for their next regular 
watch only to repeat the process for days while we 
were loading. These, then, are the men with whom 
I have served, and they constitute the main reason 
why I shall always. count it a privilege to have 
served in a hospital ship in time of war. I have 
seen them in health, and in sickness, and I have 
watched them die, and rarely is there one found 


wanting in any respect. 


Arrest Tumor of Bone Marrow. 

Two new English drugs, used in a New York hos- 
pital, have proved effective in checking multiple 
myeloma, a malignant tumor of the bone marrow. 

No effective form of therapy was known for this 
highly fatal disease until these drugs—Stilbamidine 
and Pentamidine—demonstrated their tumor con- 
trolling and pain relieving properties. 

Writing in the January 18 issue of The Journal 
of the Amertcan Medical Association, Isidore Snap- 
per, M.D., from the Second Medical Service of the 
Mount Sinai Hospital, New York, reviews the treat- 
ment of 15 patients. 

He states that “all these patients were suffering 
excruciating pains when the treatment was begun. 
bed. All 15 im- 


proved considerably as far as the pain itself was 


Thirteen were immobilized in 


concerned. Eleven could walk at the time of dis- 
charge from the hospital.” 

Dr. Snapper points out that the “treatment merely 
checks the disease and does not cure it.” 

This 


causes neuralgic pains. 


disease, usually associated with anemia, 
Later, painful, swellings 
appear on the ribs and skull and spontaneous frac- 
tures may occur. 

Injections into the veins of Stilbamidine proved 
successful in the majority of patients. However, in 
two who were not helped by Stilbamidine, Pentami- 
dine was effective. 
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MEDIASTINAL SYMPATHOBLASTOMA (NEUROBLASTOMA) 
Report of Two Cases With Necropsies and Review of the Literature 


PAULINE N. Davis, M.D., 
Instructor in Radiology, Medical College of Virginia, 
Richmond, Virginia. 


The mediastinum is an infrequent primary site 
of sympathoblastoma. Because only thirteen papers 
reporting fourteen well documented cases could be 
found in a review of the literature, it was thought 
advisable to add two of our own radiologically 
studied cases, both proven by necropsies. 

Previous reports listing fully the age, sex, exact 
location, metastases when present, gross and micro- 
scopic appearances have been made by Anderson and 
Shennan,! Bridge,” Capaldi,? Cushing and Wolbach,* 
Frost and Wolpaw,® Hartung and Rubert* (2 cases), 
Lee and Ritter,’ Sailer," Scott and Palmer,'' Stern 
and Newns,'" Wahl and Robinson." Wahlgren and 
Rudberg," and Wissler." Historically, in all dis- 
cussions of mediastinal tumors of the sympathetic 
nervous system, the papers of Friedrich® and Loretz® 
are mentioned. However, both of these authors re- 
ported cases in which the predominating cells of the 
tumors were ganglioneuromas. Likewise, the recent 
excellent review of Sailer™ recorded 13 cases of sym- 
pathetic tumors occurring within the thorax, only 
seven of which showed a preponderance of cells war- 
ranting the diagnosis of sympathoblastoma. Wahl 
and Robinson, in 1943, in discussing ganglio neu- 
roma and neuroblastoma state that, ‘neuroblastoma 
cf the mediastinum is less frequent, but 13 cases 
have been reported out of approximately 200 cases 
in the entire literature.” Two 
authors cite another paper as reporting four medias- 


of neuroblastoma 


tinal tumors in a series of forty neuroblastomas, 
but a study of the original article showed that the 
mediastinal tumors were metastases from primary 
adrenal sites. 

In the fourteen well docum-sted cases found in 
the literature, there were 7 fem:les, 4 males and in 
three, information as to sex was not available. The 
ages were 12 weeks, 5 and 22 months, 2, 2%, 4, 5, 
5, 7, 38, 44 and 65 years, with one infant and one 
child the exact ages not known. One patient was 
colored. Our two cases were in white males aged 
68 and 23 years. 

The tumor sites were in the upper right posterior 
thorax near the lung apex in the lower cervical and 


upper dorsal region in five cases, the upper left 
posterior thorax, in lower cervical and upper dorsal 
region in two cases, the right posterior lower 
thorax in two cases, the left posterior lower thorax 
in one case, the superior central mediastinum in one 
case, the sixth dorsal laminae in one case, and in two 
the sites not known to us. Our two cases were some- 
what centrally placed in the posterior superior me- 
diastinum. 

The gross size was not given in one case, not 
known in two cases, and descriptions varied from 
ovoid masses, 4.2 cms. in length and 2.8 cms. in 
diameter, to masses 13 by 13 by 7.5 ems. with fre- 
quent descriptions varying from orange size to 
pigeon’s egg and bean size. Diameters of 5 or 6 
cms. were most frequent. 

Nine cases showed metastases and in most in- 
stances these were extensive. Three showed no me- 
tastases and the case reported by Cushing and Wol- 
bach, originally operated upon by McGuire in 1911 
with microscopic finding of sympathoblastoma and 
reoperated upon by Cushing in 1921 with micro- 


scopic diagnosis of ganglioneuroma is known to be 


living in Richmond, Virginia, in 1946, thirty-five 
vears after the original operation. Our case in the 
older man showed only thoracic metastases, but the 
case in the younger man showed thoracic and ab- 
cominal metastases. 

Our first case showed only slight demonstrable 
changes in the width of his mediastinum following 
rcentgen therapy with, however, moderate sympto- 
miutic response with diminution of venous engorge- 
ment and swelling of his neck. Our second case 
responded moderately well to deep roentgen therapy 
and lived seven years from the onset of symptoms 
and five years after the beginning of radiation treat- 
ment. During the last three years the mediastinal 
and thoracic tumors became increasingly resistant. 

CASE REPORTS 

Case 1—H. E. F., a 65-year old white brick- 
layer, was seen in the Out-Patient Clinic in August, 
1942, and the findings of “disorientation, cardiac 
enlargement, and auricular fibrillation” noted. He 
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failed to return to the clinic until June, 1944, six 
months after a fall which knocked him unconscious. 
During the six months after his injury, he had a 
total of five convulsive seizures each followed by a 
short period of amnesia. He denied any history of 
previous epileptiform seizures. There was no fam- 
ily history of epilepsy or other familial diseases. 
On June 12, 1945, the patient was again seen 
in the clinic and was referred to the hospital be- 
cause of painless swelling of the face and neck of 
two weeks’ duration. 
ing 2-3 days before admission. There had been no 
swelling of the lower extremities. He complained 
of mild dyspnea, but had had no cough, dysphagia, 
voice changes or weight loss. 


His arms had begun swell- 


Admission tempera- 
ture was 98° F., pulse 94, respiration 20, blood 
pressure 108 systolic and 80 diastolic. He had 
moderate pitting edema of the face, neck, and arms 
with slight edema of the upper thorax. There was 
marked distention of the neck veins and some venous 
distention and telangiectasis of the chest wall an- 
teriorly and posteriorly. There was slight cardiac 
enlargement with distant heart sounds and with 
irregular rhythm caused by auricular premature 
beats. 

Laboratory Data: The Kline test was negative; 
non-protein nitrogen 27 mgm. per 100 c.c.; hemo- 
globin 90 per cent, white blood count 4,500 with 
52 per cent polymorphonuclears and 42 per cent 
lymphocytes. Urine examination was also negative. 
The venous pressure in the left arm was 422 mm. 
saline. 

Chest film on June 11, 1945, and fluoroscopy 
had shown a moderate cardiac enlargement and 
slight, diffuse enlargement of the thoracic aorta. 
There was very slight widening of the upper me- 
diastinum with no pulsation in this area and no 
displacement of trachea of esophagus. 

On June 21st biopsy of a right axillary node was 
made. The pathological report was, “reticulum 
hyperplasia of lymph node.” 

Roentgen therapy was begun four days later and 
a total of 600 r (using 200 KVP, 20 ma., 50 cm. 
distance, thoreus No. 1 filter and a 20 x 20 cm. 
portal) was given to anterior and posterior medi- 
astinum in 200 r (air) doses with one portal daily. 


Dyspnea and swelling improved slightly in five 
days and the patient was discharged to the Out- 
Patient Clinic. 

Three months later, enlarged, bilateral anterior 
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cervical nodes were felt and 200 r given to each 
side of the neck. 

In January, 1946, he began having pain in the 
back of his neck and in both shoulders radiating 
down his arms. He had lost about 20 pounds in 
weight since his discharge from the hospital and 
had developed an exhausting cough only slightly 
productive of mucoid material. Some peripheral 
cyanosis was noted. 

He became progressively worse with severe dysp- 
nea, and he was readmitted to the hospital on Feb- 
ruary 2, 1946. The physical findings were those of 
massive left pleural effusion with remarkable dis- 
tention of the veins of the neck and upper extremi- 
ties and of the superficial thoracic and paraum- 
bilical veins with generalized peripheral cyanosis. 
The venous pressure was more than 50 cm. saline 
in both arms. Routine blood and urine examina- 
tions were negative. Electrocardiogram showed au- 
ricular fibrillation and severe myocardial disease. 

Thoracentesis was done on February 27th and 
1,500 c.c. of clear amber fluid, specific gravity 
1.015 was removed. A thick white clot formed in 
the fluid immediately after removal. 

The patient died the following day. 

Necropsy (only chest and abdomen permitted). 

Exterior: There was very marked engorgement 
of all the superficial veins of the neck, arms, chest, 
and abdomen. A subcutaneuos node 1 cm. in diam- 
eter was found in the right chest wall below the 
clavicle in the mammary line. 

Pericardial Cavity: The pericardial surfaces were 
smooth, moist, and glistening. The pericardial sac 
was filled with 400 c.c. of clear yellow fluid. 

Pleural Cavities: About 1,400 c.c. of clear brown 
fluid was obtained from the left pleural cavity and 
there was a thin, yellowish membrane over the en- 
tire pleural surface on that side. On the right side, 
880 c.c. of clear yellow fluid was obtained. 

In the superior central mediasti- 
num was a firm, oval, nodular mass about 8 cm. 


Mediastinum: 


in diameter and fixed to the surrounding structures. 
It was bounded laterally by the hila of both lungs 
and superiorly by the arch of the aorta. The mass 
extended inferiorly to 2 cm. above the auricles and 
posteriorly against the bifurcation of the trachea 
partially surrounding it laterally and extending up 
along the trachea for 3 cm. above the bifurcation. 
There was extension of the mass 3 cm. below the 
bifurcation of the trachea and along the right and 
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left main bronchi anteriorly for 4 cm. on either 
side. There was no evidence of pressure and no 
gross involvement of the epithelial lining of the 
trachea or bronchi. The lymph nodes in this area 
were large and granular, some measuring as much 


as 3 cm. in diameter. Hilar nodes and the mass 
occluded by pressure the right middle lobe bron- 
chus. The tumor mass enclosed and completely ob- 
structed the superior vena cava 2 cm. above the 
right auricle and extended up along the wall of 
the vena cava for 3 cm. There was invasion of the 
lumen of the vessel with definite involvement of the 
The mass within the lumen of the vessel 
The 
inferior vena cava was not involved. The pulmonary 


intima. 
had a papillary appearance at either end. 


veins entering the left auricle were surrounded by 
the growth with no constriction of the left veins but 
with the right pulmonary veins constricted so that 
their opening into the auricle was slit-like, 1 cm. 
in width and 1 cm. in length. There was no appar- 
ent involvement of the vessel endothelium. 

Lungs: The left lung was a dark, blue-brown 
color and was partially collapsed, feeling firmer 
than normal and appearing somewhat granular. The 
apex was adherent to the chest cavity posteriorly. 
On section, the lung substance was a dark brown- 
red color and very moist. Brownish, frothy fluid 
was expressed. The right lung was a pale red-gray 
color with patchy black areas. The upper lobe was 
partially collapsed and the middle lobe completely 
collapsed. There were several small emphysematous 
blebs about 2 cm. in diameter in the right apex. 
Infrequent, small, nodular masses were palpated in 
the upper and lower lobes and upon section; the 
masses were black and gray in color. There was a 
firm, meaty mass, scarred in appearance, approxi- 
mately 2.5 x 3 cm. in the periphery on the lateral 
inferior border of the upper lobe. 

Heart: There was definite right and left auricu- 
lar and right ventricular dilatation. The coronary 
vessels were not remarkable. The left ventricle meas- 
ured 1.5 cm. in thickness. The mitral valve had 
small, firm nodules about 2.5 mm. in diameter at- 
tached to its outer edge. The aortic valves were 
slightly thickened. 

Spleen: The spleen was small, soft, and pale 
blue-gray in color with a wrinkled capsule. The 
pulp was a dark, reddish gray color and very gran- 
ular. 
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The adrenals, stomach, intestines, pancreas, and 
gall-bladder were normal. 

Liver: The liver weighed 1,600 gm. and was 
pale, brownish gray, finely granular, with liver 
edges sharp. There was a small black area 2 cm. 
in diameter and resembling a hemangioma on the 
left outer lobe. 

The bladder and prostate were normal. 

The abdominal aorta had a firm, gritty feeling 
with yellowish deposits under the endothelium. The 
renal arteries were tortuous and firm. 

Microscopic Description: Sections of the supe- 
rior vena cava showed the tumor mass extending 
into the wall of the blood vessel. The tumor cells 
were large and consisted of granular nuclei with 
no cytoplasm. There were several large areas of 
necrosis. The Foot silver stain showed no fibrillar 
processes and only a very few fibers. The Masson 
stain showed a very few fibrous cells within the 
tumor. Mallory’s stain showed no glia. The tumor 
mass was seen in a lymph node with the immature 
neurogenic cells arranged in rosettes throughout. 
Many of the cells were somewhat club-shaped and 
elongated. Sections of the lung showed the alveoli 
filled with polymorphonuclear leucocytes, fibrin and 
a homogenous gray substance. The alveolar walls 
were edematous and injected. There were a few 
“heart failure cells” 
fibrosed, homogenous area of inactive tuberculosis. 


present. One area showed a 
All lung sections showed a mild degree of anthra- 
cosis. The skin node and bronchial and _ tracheal 
nodes all showed anaplastic cells similar to those in 
the tumor mass in the mediastinum. Section of the 
kidney showed patchy scarring with fibrosis of the 
glomeruli and tubercles in a V-shaped lesion the 
apex of which pointed into the kidney. All of the ves- 
sels were injected and the tufts were injected and 
full of red blood cells. The spleen showed an 
abundance of red blood cells with a decrease in the 
lymphoid cells and some increase in fibrous tissue. 
A section of the liver showed degeneration with 
moderate hemorrhage around the central vein. There 
was fibrosis in the aortic valve. ‘The abdominal aorta 
showed a thick, homogenous gray area in the intima. 

Pathological Diagnosis: Mediastinal neuroblas- 
toma invading and totally cbstructing the superior 
vena cava and partially obstructing the right pul- 
monary veins. Metastases extended to the tracheo- 
bronchial lymph nodes and to the skin over the right 
chest. There was marked distention of the collateral 
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venous circulation of head, trunk, and upper ex- 
tremities. Hydrothorax was bilateral and there was 
hydropericardium. An old healed tuberculous lesion 
of the right upper lobe was noted at the lateral 
inferior border, as was emphysema of the lung at 
its right superior border. Benign nephrosclerosis 
was marked, and there was a mild generalized ar- 


teriosclerosis. 


Case 2.—K. A., a 23-year old white male, was 
first admitted to the Medical College of Virginia 
Hospital on October 11, 1941, because of right 
pleuritic pain of three weeks’ duration and low- 
grade fever. His illness apparently began, how- 
ever, in April, 1938, when he had an illness char- 
acterized by a febrile course of several days’ dura- 
tion and thought to be influenza. Later that year, 
he again had some fever which was accompanied 
by right chest pain with radiation to his shoulder 
and back. Several days after the pain began, he 
was found in a state of collapse, and a diagnosis 
of “acute dilatation of the heart, probably pro- 
duced by excessive physical effort,” was made. He 
was hospitalized for approximately two months. 
After that, he did well until August, 1939, when 
he had what was thought to be malaria. In Jan- 
uary, 1940, while he was working in Kentucky, he 
had another attack of what was thought to be pneu- 
monia. Some straw-colored fluid was drawn from 
his chest at that time. In July, 1940, there was a 
A chest film 
was made, and he was given x-ray treatments every 


recurrence of chest pain and fever. 


2-3 days to a total of approximately 12 treatments, 
with rather marked improvement clinically. 

Examination upon admission revealed evidence 
of right pleural effusion and engorgement of the 
right jugular vein. Urine examination was nega- 
tive. The Kline test was negative and there was no 
anemia. The white blood count was 14,420, with 
64 per cent polymorphonuclears, 25 per cent lympho- 
cytes, 8 per cent eosinophils and 3 per cent mo- 
nonuclears. 

Thoracentesis on the right was done on October 
13th, and 120 c.c. of bloody fluid obtained. No 
tumor cells were seen in the fluid and smears were 
chest film after 
thoracentesis showed a marked density extending out 


negative for tubercle bacilli. <A 


from the right hilum with oval densities in the 
right first interspace and at the left hilum—thought 
to be possible metastases. He was discharged Oc- 
tober 21st, somewhat improved. 
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On July 17, 1942, he was again admitted to the 
hospital because of right chest pain, pleuritic in 
character, dyspnea, and low-grade fever. He had 
had moderate night sweats but no cough. Chest 
film upon this admission showed the density at the 
right hilum and lower cardiac border to be smaller 
than before but with two smaller nodes at the right 
hilum and a large oval nodule adjacent to the right 
dome of the diaphragm. These had the appearance 
The 


Routine 


of metastatic nodules of some new-growth. 
heart and great vessels were not enlarged. 
laboratory data was not remarkable. 

Electrocardiogram was within normal limits. 

Bronchoscopy was done on July 21st and there 
was no evidence of an intra-bronchial lesion. Both 
sides were thoroughly examined. There was a lit- 
tle bit of secretion coming from the posterior divi- 
sion of the right lower lobe bronchus, but there was 
no evidence of infiltration in the bronchial wall. 

Roentgen therapy was given to the anterior and 
posterior chest, right and left sides, with a total of 
1,000 r (air) to each of the posterior portals and 
900 r (air) to each of the anterior portals, giving 
100 r and 200 r doses to each of two portals daily, 
using 200 KV, Thoreus 1 filter, 20 ma., 50 cm. 
TSD, and 20 x 20 cm. portals. He improved fairly 
rapidly and did well for about seven months 
with a slight decrease in the size of the right hilum 
and lower right lung nodules. Then he began going 
slowly downhill. Roentgen therapy was repeated in 
March, August and November of 1943 and in Jan- 
uary, 1944, 

In spite of x-ray treatment, the pain in his right 
chest became frequent and nagging and repeated 
fluoroscopies showed no change in the right lung 
and hilum nodules. He occasionally expectorated 
bloody fluid and upon two occasions (October 20, 
1943, and November 2, 1944) he expectorated tis- 
sue fragments which were diagnosed as “reticulum- 
cell sarcoma”. After the third course of roentgen 
therapy, only occasional small doses of 100 r or 
sometimes 200 r were given over the right hilum 
and right lower lung nodule. 

During the last six months of his life, he was 
almost completely bed-ridden with nagging right 
chest pain radiating to his back, severe dyspnea, 
cough, anorexia and pitting edema. He was again 
admitted to the hospital March 21, 1945, and died 
the following morning in acute respiratory distress. 


Necropsy: (Only chest and abdomen permitted). 
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Exterior: There was moderate emaciation with 
moderate pitting edema of both ankles, marked 
edema of-the left arm and hand and less marked 
edema of the right upper extremity. There was a 
small healing ulcer about 1 cm. in diameter on the 
sacrum. The mid-thoracic spine curved markedly 
to the left with compensatory scoliosis in the lum- 
bar region. 

Thorax: The pericardium was about 5 mm. thick 
anteriorly and was adherent by fibrous adhesions to 
the epicardium. The left lung was atelectatic but 
there were no left pleural adhesions. The me- 
diastinum was densely adherent to the midline of 
the sternum about 4 cm. inferior to the gladio- 
manubrial joint. There were manually inseparable 
adhesions to the right lateral, posterior, and dia- 
phragmatic surfaces. Externally, the left lung was 
red and non-crepitant and the right lung was gray 
and firm. A firm, gray mass of tissue was palpated 
in the upper anterior mediastinal space and it ex- 
tended cephalad to encase the innominate and the 
left subclavian veins. The mediastinal lymph nodes 
cm. in diameter and were firm 


> 


measured up to 3 
and gray. 

Heart: The myocardium and valves appeared 
normal with no thickening of the left ventricular 
wall. A soft, gray, polypoid mass extended from 
the main right pulmonary vein into the right auricle 
and nearly filled the cavity of the auricle. 

Lungs: The left lung was firm and red with a 
red, frothy fluid exuding from the cut surface. Only 
a small patch about 6 cm. in diameter in the upper 
lobe was crepitant and gray. The medial margin 
of the lower lobe was firm, dark red, and well- 
demarcated from the remainder of the lobe. On the 
right, the visceral pleura was firm, white to gray, 
and varied from 5 mm. to 1.0 cm. in thickness. 
It was adherent to the parietal pleura and was con- 
tinuous with the inter- and intra-lobar septa. In 
the lower lobe posteriorly were a number of con- 
fluent areas composed of atypical degenerating and 
yellow zones forming a mass about 5 cm. in di- 
ameter which extended upward to the hilum. In 
the diaphragmatic pleura was a nodule 4 x 2 cm., 


very firm and apparently partly calcified. The 


posterior pleura of the lower lobe was firmly ad- 


herent to the adjacent ribs and intercostal tissue for 
an area about 6 cm. in diameter. The trachea and 


main bronchi were apparently normal but the neo- 
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plasm encroached upon the right lower lobe bron- 
chus posteriorly. 

Abdomen: The peritoneal cavity contained about 
100 c.c. of straw-colored fluid. The liver was 
densely adherent to the medial surface of the right 
diaphragm in an area 2 cm. in diameter. The vis- 
cerae elsewhere were smooth, moist and glistening, 
and appeared normally placed. 

The spleen, adrenals, stomach, pancreas, and gall- 
bladder appeared normal. 

Kidneys: The kidneys weighed 190 gm. each. 
There was a firm yellow depression measuring 2 
cm. in its longest diameter in the upper pole of the 
right kidney. 
in the lower pole of the right kidney and one in 
the upper pole of the left kidney. 
the depressed areas were about 6 mm. in thickness. 


A similar, smaller area was found 
Upon section, 


The kidneys appeared otherwise normal. 

Liver: The liver weighed 1,200 gm. The lower 
margins were sharp and glistening except for a dia- 
phragmatic adhesion noted above. It was brownish- 
red and firm. Upon multiple section, the surfaces 
were firm, brownish-red and the periphery of the 
lobules deep red and well-defined. 
few small areas of gray, firm tissue measuring up 


There were a 


to 2 cm. in the upper and lower poles of the liver. 
The bladder, prostate and intestines appeared 
normal. 
Abdominal Aorta: 
duced in caliber to about 2 cm. by 


The abdominal aorta was re- 
a cuirasse of 
firm, gray tissue. The intima showed a few small 
yellow plaques measuring about 2 mm. in diameter. 

Microscopic Examination: Numerous sections 
through the tumor tissue in the mediastinum, heart, 
and lungs had the same appearance. The cells were 
large, pale, and contained rather elongated to round 
vesicular nuclei. The cells varied little in size and 
staining quality but showed numerous mitotic fig- 
ures. They tended to arrange themselves in groups 
to form not only pseudo-rosettes but also true 
rosettes. The myocardial fibers were very edematous 
and fragmented. In one section, taken through the 
auricle, the lining of the epicardium was thickened 
by fibrosis apparently due to organization of an 
old thrombus. Between the areas of fibrosis, there 
were a few small fragments of typical tumor tissue. 
The lungs were marked by the presence of nodules 
of characteristic tumor tissue, some growing within 
the bronchi and apparently extending in this man- 
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ner into the lungs. They had grown in a concen- 
tric manner, compressing the surrounding pulmonary 
tissue, thus producing marked atelectasis. In some 
areas taken from the lungs, the pleura showed very 
dense fibrosis and hyalinization, apparently the re- 
sult of repeated radiation, but within the alveoli 
were numerous foam cells and edema fluid. Aside 
from chronic passive congestion demonstrated by 
destruction of the central portion of the lobules by 
a marked congestion and the presence of a few 
polymorphonuclear leucocytes in these areas, the 
liver tissue showed replacement by the same type 
of tumor seen in the mediastinal neoplasm. Here 
again, concentric growth was demonstrable by pres- 
sure upon the surrounding tissue. Sections of the 
kidneys showed normal organs except for an area 
of ischemic infarction where the cells and nuclei 
had lost their differential staining powers and the 
tissue had assumed a pale, homogenous pink stain- 
ing of coagulation necrosis. A section of the in- 
testine showed complete autolysis of the lining mu- 
cosa. Bone marrow from a few sites showed a nor- 
mal, active marrow. 

Pathological Diagnosis: Mediastinal neuroblas- 
toma involving the right cardiac auricle, the right 


lung, the pleura, diaphragm, liver, mediastinal and 


peri-aortic lymph nodes; accretio and concretio peri- 
cardii; pitting edema of the extremities; small 
decubitus ulcer of the sacrum; ischemic renal in- 
farcts; scoliosis of the spine. 
SUMMARY 

Fourteen cases of mediastinal sympathoblastoma 
were found in a review of the literature and two 
more cases with necropsies have been added. Our 
two cases were considered to be lymphomas until 
the final microscopic studies were made. Sympatho- 
blastoma should be constantly kept in mind in the 
differential diagnosis of all mediastinal tumors. 


. Anderson, J. S., and Shennan, T.: 


. Bridge, F.: 


. Capaldi, B.: 


. Lee, W. E., and Ritter, J. A.: 
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PERSISTENTLY SERO-POSITIVE REACTION FOR SYPHILIS 
IN CHRONIC’ BRUCELLOSIS* 


Conrap L. GosseE.ts, M.D.., 


Mount Jackson, Virginia. 


This report seems to me of general interest be- 
cause it compels us to reconsider diagnostic pro- 
cedures in a new light. 

The patient is a 40-year old male. 
has been a nervous type. 


He always 
He had frequent spells of 
Several attacks of sore throat 
had led to a tonsillectomy. No other diseases or 
operations are recorded in his history. 


“nervous colitis’’. 


In 1939, when his eyes were tested for glasses, a 
routine blood test showed up positive. When the 
patient denied any history of infection, this test 
was repeated and was negative. 

1941, the patient had a general check-up that was 
completely negative except a positive blood test. 
When a control test was negative the physician 
advised the man to forget about it. 

In summer, 1944, the patient consulted me for 
diarrhea that responded to routine treatment. 

In September, 1944, cramps in his legs, difficulty 
of walking after leaving the bed in the morning, 
radiating pains into his legs and general weakness 
were noticed. 

In Octeber, 1944, the patient had fever in the 
evening. |{-ray showed some peribronchial infiltra- 
tion of the lower lobes that developed within a few 
days to an infiltration of the right lung. There was 
no response to penicillin. The fever dropped gradu- 
ally without special therapy, and the lungs cleared 
up. The infiltration was considered a virus pneu- 
monia. Blood Kahn and Wassermann tests done at 
that time were ++-+-+, spinal puncture and 
Wassermann negative. Blood count: Hb. 91%, 
Eryth. 3640000, Leucoc. 9600, Band cells 5, seg- 
ment. 66, lympho 24, mono 4, eosino. 1. Urine nega- 
tive. Agglutination: negative. Normal recovery of 
the patient. 

During 1945, the patient felt weak and got tired 
quick. No complaints, but some diarrhea occasion- 
ally. X-ray of G-I tract was normal. A general 
check-up, in December, 1945, showed a low blood 
pressure of 95/60 mm. Hg. Hemoglobin 78% 
(Sahli), Eryth. 4200000, Leuc. 9050. Normal dif- 





*Read before the Medical Society of Northern Virginia, 
at Front Royal, Va., August 13, 1946. 


ferential count. Increased sedimentation rate (Wes- 
tergren) 45 in the first hour. Kahn tests in two 
different laboratories showed one positive and one 
doubtful. 

On January 20th, 1946, the patient was taken 
acutely sick with temperature of 102°, diarrhea, 
nausea, some vomiting and cramps in his abdomen. 
This acute gastro-intestinal infection responded to 
routine treatment. 

On the second day of this sickness agglutination 
for typhoid (H-antigen) was positive 1 : 40 (rapid 
slide agglutination test, Health Dept., Luray), but 
there were no clinical signs of typhoid. On the 
7th day agglutination for typhoid was negative 
(Health Dept., Richmond), but positive 1 : 20 for 
undulant fever. Stool, urine, and blood cultures 
were negative, but Kahn test was +-+-+ + again. 

The patient consented to going to Johns Hopkins 
Hospital, in Baltimore, for further study. He still 
denied any history of luetic infection and was wor- 
ried very much about the different positive blood 
tests. Clinical studies were made at the department 
of Dr. J. E. Moore, Dr. C. F. Mohr and Dr. F. W. 
Reynolds, with these results: 

Sedimentation rate 35 mm. per hour. 

Hemoglobin 13.0 G.; hematocrit 42.1; WBC 
5450; differential WBC juveniles 7; polymorpho- 
nuclears 53; eosinophiles 5; lymphoc. 31; monoc. 4; 
urinalysis completely normal. 

Stool cultures were negative for enteric pathogens, 
and microscopic examinations of the feces were 
negative. 

Sero-diagnostic tests were done and gave the fol- 
lowing results: 

Wassermann doubtful; Kahn positive; Eagle posi- 
tive (titer 1 unit); Mazzini doubtful. Specimen 
sent to Dr. Neurath of Duke University showed the 
blood negative with Kahn, Kline, Mazzini and car- 
diolipin tests. 

Spinal fluid was entirely negative. Heart was 
normal in size and shape by X-ray and fluoroscopy; 
circulation time was normal. 
showed no abnormalities. 

Agglutination for B. abortis was positive in a di- 


Electrocardiogram 
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lution of 1 : 320. Brucella fixation skin test was 
positive. 

Two months later, the serologic reactions showed 
Eagle doubtful; quantitative no unit; Kahn doubt- 
ful; Mazzini positive; Wassermann negative. 

A recent re-check (October 1946) 
conventional tests positive again, but with a new 


showed the 


cardiolipin antigen the serologic test was entirely 
negative. 

These findings led to the conclusion that here is 
one of the most persistently positive biologic false 
tests. It seems likely that the cause of the per- 
sistently positive serologic tests may be chronic 
brucellosis, although it is unusual for any syphilitic 
reagin to be present in the blood over a period of 
seven years. 
can best be explained by the fact that the acute 


The markedly positive agglutination 


illness of last January was an acute flare-up of 
chronic brucellosis, and added strongly to the ag- 
glutination titer in the blood-serum. 

The clinical facts about brucellosis are known; 
very often no other symptoms except weakness can 
be found. Because of the chronic condition even 
the agglutination test did not prove helpful in 
former examinations. Only the acute flare-up led 
to the exact diagnosis. 

The persistency of the biological false positive test 
was significant and led almost to a wrong con- 


clusion. These false tests are known in more 


than 10% of cases in leprosy, malaria, infectious 
mononucleosis, smallpox vaccination, relapsing fev- 
er and atypical pneumonia. Recent reports showed 
a false test in 20 of 100 cases with simple naso- 
pharyngitis. Fluctuations of the serologic titer in 
false positive reactors make the diagnosis still more 
difficult. 
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Although post-infectious positive reactions occa- 
sionally last as long as three months, most become 
negative within a few days or weeks. ‘Transient 
false positive reactions may occur in apparently 
normal persons without recent illness, as found in 
Per- 
non- 


many examinations for the Selective Service. 


sistently positive occur in 


patients 


reactions may 


syphilitic over many vears, but a 


length of 7 years as in this case is unusual. But 
there are not many so eminently chronic diseases as 
undulant fever is. 

Many of these cases with positive reaction have 
been mistakenly diagnosed and treated as latent 
syphilis. The psychologic, social and legal conse- 
While 


many false positive tests will be revealed as transient 


quence to the individual may be serious. 


during a test-period of at last 3 months, there is 
no verification test available today to help in the 
diagnosis of those which remain positive. 

For the practicing physician remains only one 
thing: repeat the serologic test at intervals and, if 
possible, use a quantitative flocculation test as the 
increase or decrease of the titer is of diagnostic im- 
portance. In the biologic false positive cases the 
titer will be fairly low, usually not exceeding 60 to 
100 units, and will show a tendency to decrease in 
repeated tests, pointing towards a negative result. 
However, in the case of syphilis the titer may be 
higher than 100 units and tend to rise for a period 
of many months and remain at high levels of 200- 
300 units. In the biologic false positive cases this 
titer will never be higher than 5 to 50 units after 
several weeks. 

Our old belief in the infallibility of the serologic 
tests has been shaken, and we have to adjust our 
knowledge to these recent developments. 
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SIMPLIFIED RUBIN TEST TECHNIQUE 


NorMAN G. PATTERSON, M.D., F.A.C.S., 


Bristol, Tennessee-Virginia. 
’ 


There are two approved methods of performing 
Rubin’s test for determining the patency of Fal- 
lopian tubes, and both of them have objectional 


features. 

The method in which x-ray-opaque solution is 
used involves x-raying the patient, which is not 
convenient in many operating rooms. It also in- 
volves some danger to the patient and adds to the 
expense of the examination. 

The second method, in which air or oxygen is 
used, is unsatisfactory to the beginner particularly, 
and rarely definite to the experienced unless air is 
found under the diaphragm by x-ray or assumed 
to be there by painful sensations. For a beginner 
particularly, it is very difficult to state positively 
that air bubbles heard with a stethoscope are com- 
ing through the Fallopian tubes and not leaking 
through the cervical canal. 

The following technique has been used with com- 
plete satisfaction for the past five vears, and seems 
fool-proof, and very simple. The apparatus must 


Headaches Relieved. 

Sodium amytal, a sedative, will relieve such symp- 
toms as headache resulting from tension or anxiety 
within one to five minutes when injected into the 
veins, according to three New York doctors writing 
in the current issue of the Archives of Neurology 
and Psychiatry, published by the American Medical 
Association. 

The authors—Capt. Samuel Susselman and Capt. 
Fred Feldman, Medical Corps, Army of the United 
States, and S. Eugene Barrera, M.D., Albany, N. Y. 
—state that when symptoms are persistent and no 
organic cause can be discovered, the patient should 
receive an injection of sodium amytal. They claim 
that this sedative is of diagnostic value because it 
is a quick method of separating symptoms of organic 
disease from tension symptcms. 


be air-tight. This is proven by occasionally sub- 
merging the apparatus in water and checking for 
leaks. 
not, depending on the surgeon. 
The tenaculum is applied and can- 


either given anesthesia, or 
done 


The patient is 
It can be 
either way. 
nula inserted in the usual manner. The cervix is 
then depressed with the tenaculum and the vagina 
is filled above the level of the cervical os with a 
sterile solution, either water, saline, or antiseptic. 
Air is then pumped into the apparatus and ma- 
nometer reading taken. If there is a fall in ma- 
nometer reading, you know the air is going some- 
where. If there is no leak in the apparatus and 
manometer reading falls, then the tubes must be 
patent since any leakage around the cervical os can 
be readily detected by bubbles escaping through the 
solution. Consequently, if no bubbles are seen as 


the manometer reading falls, then the tubes are 


patent. 


Electric Power Building. 


In more than 80 patients, treated over a period 
of nine months, the hospitalization period was short- 
ened for many because of the use of this sedative. 

“The patient in whom the test is clearly success- 
ful will have no residuum of distress but will ex- 
press, often spcntaneously, great relief and com- 
plete freedom from pain and a feeling of well-being,” 
according to the physicians. They state that ‘this 
rapid lifting of discomfort is especially impressive 
to both patient and physician in cases of long-stand- 
ing headache, which have remained unrelieved for 
months, or even years.” 

The authors point cut that not only will this 
sedative relieve symptoms due solely to tension but 
it also will bring relief to patients with organic 
disease whose symptoms have been intensified by 
tension and anxiety. 
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THE FORUM 


Is Partial Gastrectomy Desirable in the 


Treatment of Duodenal Ulcer? 
To THE Eptror: 

I read with great interest the guest editorial in 
the December 1946 issue of the Vircrnta MEpICAL 
MONTHLY by Dr. Walter L. Palmer, Professor of 
Medicine, University of Chicago School of Medicine. 
Dr. Palmer is, of course, a gastro-enterologist of 
national standing and a man of wide experience in 
duodenal ulcer. A challenge of his opinions is 
somewhat bold. 

I am not alone, however, in feeling that his con- 
clusion, even though expressed as 2 prediction only, 
is a little too positive in the present state of our 
knowledge of vagotomy. As he himself points out, 
the operation of gastro-enterostomy for a good many 
vears was considered “quite satisfactory”, and now 
we know that it is not. The experience with vagot- 
omy in any large group of cases is less than three 
vears old. At the present time we are in the band- 
wagon stage of this operation, but even now cautious 
surgeons and internists are mounting the band- 
wagon with increasing reserve. 

In considering vagotomy it must not be forgotten 
that we are depriving almost the entire gastro-intes- 
tinal tract of its parasympathetic supply. The ulti- 
mate result over years is not yet known; and it is 
quite conceivable that functional disturbances of 
moment may develop which are not yet foreseen. 
In cur own small series of cases there have already 
heen three instances of acute cardiospasm. 

No surgeon is content with the results of any 
surgical procedure so far devised for the recalci- 
trant ulcer. As Dr. Palmer points out, however, 
the numerical disadvantage to ulcer patients as a 
whole is minor. Only about 10 percent of ulcer 
cases ever reach the surgeon. If the incidence of 
recurrent ulcer after partial gastrectomy is 8 per 
cent, that means that only .8 per cent of ulcer pa- 
tients are really troublesome cases. The evidence 
concerning recurrence of ulcer after vagotomy is 
not yet complete. In our series there is one case of 
such recurrence. If in a large series after several 
vears the recurrence rate is below the 8 per cent that 
Dr. Palmer quotes, then vagotomy obviously has an 
advantage in this important particular cver partial 


gastrectomy. 


In a recent discussion of the subject before the 
Southern Surgical Asscciation, Dr. Frank H. Lahey 
asked for a conservative approach to this problem. 
He suggested further that the operation for the time 
being be limited entirely to cases without evidence 
of obstruction in order to disassociate the effects of 
vagotomy from the additional factor of a gastro- 
This seems to be 


enterostomy. a wise suggestion 


in our present stage of knowledge. On the other 
hand, Dr. Palmer speaks of vagotomy combined 
with posterior gastro-enterostomy as though it were 
an established procedure. 

It appears to at least one surgeon that Dr. Palmer 
has rather cavalierly dismissed an operation, sub- 
total gastrectomy, which, although obviously not per- 
fect, has brought permanent relief to an overwhelm- 
ingly large number of those subjected to it and 
has left as the ultimate duodenal ulcer problem only 
the most difficult of all cases. 


lenge his statement that vagotomy may be the solu- 


I would not chal- 


tion in this group, but I would suggest that too 
will 


be extremely unfortunate if vagotomy becomes scon 


positive conclusions are not yet justified. It 


so popularized that patients demand it even when 
The 
relief of pain that occurs following vagotomy will 
Dr. 
marks are, of course, addressed cnly to the medical 


surgical judgment is against it. immediate 


make such popularization easy. Palmer's re- 


profession. They would, however, lead the casual 


medical reader to conclude that vagotomy is a defi- 


nitely established procedure which has permanent 


value. This we certainly do not yet know. 
EpwINn P. LEHMAN, M.D. 
Charlottesville, Virginia 


January 4, 1947. 


To THE EpITor: 

Thanks ever so much for your letter of January 
9th enclosing Dr. Lehman’s letter of comment on 
my guest editorial entitled: “‘Is Partial Gastrectomy 
Desirable in the Treatment of Duodenal Ulcer?” 

Dr. Lehman’s comments are of great interest. He 
is quite right in warning against the over-popu- 
larizaticn of vagotomy. The ultimate result of the 
It. is 
conceivable that untoward functional disturbances 


procedure over the years is not yet known. 


may develop. My own opinion, based upon the 


admittedly limited evidence to date, is that they will 
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not be as frequent cr as troublesome as thove cc- 
curring after subtotal gastrectomy. 

It will be recalled that vagotomy and posterior 
gastroenterostomy were advocated only as more de- 
sirable than subtotal gastrectomy for so-called “in- 
tractable” duodenal ulcer. Dr. Lehman very cor- 
rectly deduces that I do not like subtotal gastrectomy. 
Perhaps this is because I have been unduly im- 
pressed by the difficulty in dealing with the recurrent 
ulcers and the occasional reflex or functional dis- 
turbances. 

It must always be remembered that the great 
majority of patients with duodenal ulcer can be 
treated satisfactorily by medical measures alone. 
The frequency with which surgical treatment is 
indicated is, to a considerable extent, a matter of 
opinicn and hence no reliable figures are available. 
My own opinion is that eperation is desirable in 
less than 10 per cent of all patients with duodenal 
ulcer. In this group, vagotomy and posterior gastro- 
entercstomy seem to me preferable. If jejunal ulcers 
develop, they are more amenable to medical meas- 
ures than are those recurring after subtotal gas- 
trectomy and, if necessary as a last resort, a sub- 
total gastrectomy could still be performed! 


WaLTER L. Pater, M.D. 
Chicago, Illinois 


January 17, 1947. 


Poison Honey. 


We are inclined to believe that anyone who gets 
sick after eating honey has just had too big a bait, 
and we overlook the fact that honey may contain a 
serious poison. 

A few years ago an early drought caused a short- 
age of honey producing plants to one old and expe- 
rienced bee keeper. Mountain Laurel (generally 
called Mountain Ivy here) was about all his bees 
had to work on. This honey was declared good by 
a state gathering of bee men, despite the fact that 
the owner himself got sick on it before selling any. 
Later some half a dozen people became sericusly 
ill. ‘The symptoms were the same in all. Fortu- 
nately vomiting was one early symptom or probably 
all would have died. There was a slow pulse and 
very weak at the wrist. One old gentleman of 75 


had a pulse rate of 30 and heart sounds so weak 


[ February, 


they could hardly be heard and pulse so weak it 
could hardly be counted. He was found lying on 
the floor, unconscious and vomit all around him. 
The pulse rate of younger patients was about 35. 

Laboratories could not confirm the poisonous na- 
tures of this honey due to lack of facilities, but it 
was generally conceded to be Laurel (or Ivy) poison. 
Stock that eat ivy during big snows get sick the 
same way and sometimes die. 

Probably a dry Spring may be the time to watch 
closest for poison honey due to Laurel (Ivy). 


A. B. Gruss, M.D., 
Cripple Creek, Virginia. 


Isolation of Polio Virus. 

Successful isolation of what they believe to be 
nearly pure polio virus has been accomplished by 
two Stanford University scientists, Dr. Hubert S. 
Loring and Dr. C. E. Schwerdt. Laboratory tests, 
including photographs taken through an electron 
microscope, indicate that the isolated virus is 80 
per cent pure or better. 

The experiments, carried on in the Department 
of Chemistry laboratories at Stanford, were financed 
by the National Foundation for Infantile Paraly- 
sis, sponsors of the annual March of Dimes drive, 
from funds allocated to research on polio. 

Production of purified virus is seen as an im- 
portant step in the long and to date unsuccessful 
laboratory struggle to produce a vaccine effective 
against poliomyetitis. 

Now that a virus which is relatively pure is avail- 
able, the experimental door is open, Dr. Loring 
pointed out, to render the pure virus non-infectious 
by chemical or physical treatment, and, the scientists 
hope, to produce a concentrated vaccine free of the 
impurities which have plagued previous polio vac- 
cine experimenters. 


He cautioned against any conclusion that isolation 


of the pure virus will lead necessarily to produc- 
tion of a successful vaccine against polio, and stated 
that a long and exacting experimental path lies 
ahead of scientists seeking this vaccine. 

According to the Stanford scientists, one of the 
contributions to the knowledge of polio which has 
resulted from this work is that scientists now know 
what the virus looks like, know how big it is, and 
what its chemical characteristics and properties are. 
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PUBLIC HEALTH 


J. L. Roper, M.D., 


State Health Commissioner of Virginia 


The report of the Bureau of Communicable Dis- 
eases of the State Department of Health for Decem- 
ber 1946, as compared with the same month in 
1945, and for the period of January through De- 
cember, 1946, compared with the same period in 
1945, follows: 

Jan.-  Jan.- 

Dec. Dec. Dee. Dec. 

1946 1945 1946 1945 

Typhoid and Paratyphoid 7 8 123 170 
Diarrhea and Dysentery 151 112 2,711 7,102 
Measles 228 238 13,443 1,625 
Scarlet Fever 193 456 2,724 4,246 
Diphtheria 5098 551 577 
Poliomyelitis 11 6 142 335 
Meningitis 12 10 204 215 
Undulant Fever 9 70 32 
Rocky Mountain Spotted Fever 0 9 99 

/ 


Tularemia 20 50 


WHoopiINnc CouGH 
Examination of medical records and death cer- 
tificates will readily show the frequent complica- 
tions and number of deaths from whooping cough, 
the latter being found most concentrated in the 


under-two-year group. In many cases, while no 


open sign is present, the disease has affected body 


cells predisposing to later illness and disability. 
The attention of the profession is therefore re- 
spectfully directed to the use of human and rabbit 
hyper immune anti-sera, available for prevention 
and therapeutic use. This biological is passive and 
temporary in action and is indicated for the non- 
immune with history of recent exposure, or for 


those who are in the early stages of whocping cough. 
Use bevond the second week is questionable, but 
may be tried if necessary with increased dosage. 
Usually one dose is sufficient for prevention unless 
exposure occurs ten days after injection. One or 
two doses will suffice for treatment except for ad- 
vanced cases. 

Satisfactory response to treatment should mani- 
fest itself in lessened numbers and intensity of 
paroxysms, and lower and shorter febrile reaction. 
Anti-pertussis serum is given intra-muscularly in 
Al- 
lergic reaction to the human serum is practically 
In the 
latter instance, rabbit sensitivity should be checked. 


concentrated form with dosage of about 3 c.c. 
nonexistent, and rare with the rabbit serum. 


Children who have been previously immunized 


should receive booster doses of concentrated per- 


tussis vaccine. The serum may then be used if 
whooping cough develops. 

At the present time the State Department of 
Health does not stock any make of anti-pertussis 
serum, but may do so in the near future. The bio- 
logical may be secured through any of the following: 

Children’s Hospital Philadelphia, 

Pennsylvania 


Serum Exchange, 


Human serum—unconcentrated—20 c.c. dose 


Cutter Laboratories, Berkeley, California 
Human serum—concentrated 


McKenna Harrison, New York City, N. Y. 


serum—concentrated 


Ayerst 
Rabbit 
Wyeth 
Rabbit 


Laboratories, Baltimore, Maryland 


serum—concentrated 





New Wyeth Reference Booklet. 

Wyeth Incorporated, Philadelphia, has just pub- 
lished “Therapeutic Agents of Special Merit”, a 
handy new reference booklet for the busy doctor. 
‘Therapeutic Agents of Special Merit’ has been 
designed to provide the doctor with clear, concise 
and accurate information about selected Wyeth ther- 
apeutic agents, which by reason of their merit and 
widespread use, have proved to be helpful to the 


general practitioner as well as the specialist. 

Each therapeutic product is illustrated and fully 
described, pointing out what it is, how used and 
how supplied. Copy has been held to a minimum. 
Only essential facts about each product are given. 
Additional clinical and laboratory data on the agents 
listed are available on request. 

Included are convenient table of contents, and a 
comprehensive medical cross index. 
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NORTHAMPTON-ACCOMAC 

The first meeting cf the New Year was held on 
January 14th at the home of Mrs. J. Walker Jack- 
son at Machipongo. There were twenty-two mem- 
bers and one guest present. A delightful luncheon 
and social period preceded the business meeting at 
which the president, Mrs. B. N. Mears, Belle Haven, 
Mrs. John R. Hamilton, Nassawadox, 
Mrs. 


DeCormis, Accomac, president-elect of the 


presided. 
was appointed chairman of Hygeia for 1947. 
IL. 
State Auxiliary, gave a report on the State Conven- 
tion at Virginia Beach and the Auxiliary to the 
American Medical Association in Chicago. She then 
presented the silver vase attendance trophy to the 


Auxiliary. As they had won it for five times, it now 
becomes their property. It was voted that the vase 
remain with each president during the term of her 
office. Mrs. Rooker J. White, Keller, chairman on 
legislation, gave a timely and interesting talk on 
legislative matters, following which the meeting ad- 
journed. The April meeting will be at the home 
of Mrs. G. L. Fosque, Onancock. 
CATHERINE RUSH TROWER (Mrs. HOLLAND), 
Chairman, Press and Publicity. 


RICHMOND 
The annual Christmas party of the Richmond 
This was 
under the direction of the following members: Mrs. 
George Welchons, Mrs. Thomas Wheeldon, Dr. 
Matilda Chalkley, Mrs. Walter Rein, Mrs. A. F. 
Bagby, and Mrs. Benjamin Sheppard. 


Auxiliary was held on December 13th. 


Members 
brought tovs which were donated to the Crippled 
Children’s Hospital. 

MyrtLe G. Morton (Mrs. W. R.). 


Publicity Chairman. 


Floral Eponym (47) 


CLUSIA 
CHARLES DE L’EcLuseE, 1526-1609 


HARLES DE L’ECLUSE, or the Latinized Clusius, was a well-born Belgian 


who studied at Louvan, Marburg and Wittenberg. 
quainted with Melanchthon, the theologian. 


In the last he became ac- 
In 1850, Clusius came to Montpellier 


where his studies took a new direction under William Rondelet, a renowned physician 


and scientist. 


He graduated in medicine in 1553. 
II and Rudolph II and court botanist in Vienna. 


He was physician to Maximilian 
He broke many bones in his many 


botanical excursions and was a cripple when in 1593 he was called to his final post 


in Leyden. 


He was considered the greatest botanist of the 16th century. . 


Clusia is a genus of trees and shrubs found principally in Central and South Ameri- 
ca. Many are epiphytic climbers, the stems enveloping and ultimately smothering 


their hosts. 


Some, such as C. rosea, yield medicinal resins. 
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EDITORIAL 


Our National Health Problem 





The map shows the regional nature of the 

health problem. Among the 30 disease- 

contributing factors studied are edu- 

cation, sanitation, recreation, housing, 

economic conditions, hygienic practices . ay 

and others ese N Research Council 


Economic Security 
Chicago 3, Illinois 


Infant Deaths in Virginia 


NFANT mortality is considered one of the best criteria of efficient health service. 
It reflects the economic status and hygienic intelligence of the population, the char- 
acter of the milk supply and to a lesser extent the water supply and the effectiveness 
of the control of infectious diseases as does no other single factor. ‘The weakness of 
this measuring rod of public health efficiency is that its accuracy depends on the per- 
fect recording of births, since the rate is based on the number of live births. Suppose, 
for instance, a community, with a rate of 59 per 1,000 live births, fails to record 
10 per cent of its births (a not uncommon happening), the rate in that case would 
be 65.5 instead of the actual 59. 

According to Vital Statistics of the United States, Part IIT, 1940 of the U. S. Census 
there were in the United States 47 deaths of infants under one year of age per 1,000 
live births. At the same time Virginia had a rate of 59. Forty states had a lower 
rate than Virginia. The highest rate, 100, was in New Mexico and the lowest rate, 33, 
eccurred in Oregon and in Minnesota. Virgin’.’s rate is too high and her rank among 
the States is too low. Only seven States (Alabama, Arizona, Colorado, Louisiana, 
New Mexico, South Carolina and Texas) had a higher rate. One’s first impulse is 
to blame the poor showing upon the negro population, but a glance at the figures shows 
that there is no close correlation between the infant deaths and the percentage of non- 
white population. Virginia with 24.7 per cent non-whites had an infant death rate 
of 59, whereas, Mississippi with 49.3 per cent non-whites had an infant mortality of 
only 54. Colorado with a non-white population of only 1.5 per cent had an infant 
mortality rate of 60 and New Mexico with 7.4 per cent non-whites had 100 infant 
deaths per 1,000 live births. 
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It is gratifying to record that in 1945 Virginia’s rate fell to 48.5, but in the nation 
as a whole there was also a fall in the infant mortality. ‘The rate for the United States 
for 1944, which is the latest available figure, was 39.8. It might be of interest in this 
connection to note that since 1936, when the first well-baby clinic was established in 
Virginia, public interest has grown until now there are 139 such clinics. In October 
1942 arrangements were made to hospitalize babies needing hospital care, when such 
care was beyond the means of the family. During 1945-46 three hundred and two 
babies were hospitalized. The average stay in the hospital was 14 days and the average 
cost was $81.46. 


John William Preston, M.D., 1867-1947 


HE news of the unexpected death of Dr. John William Preston at his home on 
January first, came too late to put more than a notice in the January MONTHLY. 
Most doctors now practicing in Virginia remember with pleasure Dr. Preston’s kindly 
welcome at the beginning of their professional life when they took the “Board”. For 
more than thirty-three years he has worked untiringly to elevate, and to keep elevated, 
the professional standards in our State. Not only has his official work on the Medical 


JOHN WILLIAM PRESTON 
Examining Board of Virginia been invaluable, but his life and professional conduct 
have been a beautiful example of what a doctor ought to be. 

Dr. Preston was born at Glade Hill in Franklin County, Virginia, December 13, 
1867. He received his pre-medical training at Milligan College, Tennessee, and grad- 
uated in 1893 from the College of Physicians and Surgeons of Baltimore, which in 
1915 merged with the University of Maryland School of Medicine to become the 
University of Maryland School of Medicine and College of Physicians and Surgeons. 
He studied further at the University of Pennsylvania, the University of London and _ 
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in Germany. He began practice in the Pocahontas coal fields at Keystone, West Vir- 
ginia, but in 1908 he moved to Roanoke, Virginia, where his talents were soon recognized. 
In 1913 Dr. Preston was appointed to membership on the Medical Examining Board 
and in 1917 he became secretary of the board, a position he held until his death. 

Dr. Preston was always active in legislative matters pertaining to the practice of 
medicine. For many years he was a member of the Legislative Committee of the Medi- 
cal Society of Virginia, and when he was not on the Committee he cooperated actively 
with that important group. In 1927 at its Petersburg meeting, the Medical Society 
of Virginia elected him its president. It was in his term of office in 1928 that post- 
graduate instruction was begun—a project that eventuated into the Department of 
Clinical and Medical Education. This facility was not confined to the members of 
the Medical Society of Virginia, but was made available to all doctors regardless of 
color. 

Dr. Preston was active in local affairs as well as in the State Society. He was a 
member of the board of directors of the Roanoke Hospital and served as chief of its 
staff in 1925. 


of Physicians, and a diplomate of the American Board of Internal Medicine. 


He was a past chairman of the Virginia section of the American College 
He was 
also a Mason and a member of the Shrine, and a deacon and elder in the Presbyterian 


Church. 
Committee. 


During World War I he served as a member of the Virginia Medical Advisory 


Dr. Preston is survived by his wife and two daughters. 





SOCIETIES 


Albemarle County Medical Society. 


At the meeting of this Society on January the 
2nd, the following were elected as officers for the 
ensuing year: President, Dr. J. Edwin Wood, Jr.; 
vice-president, Dr. W. Roy Mason; and secretary- 
treasurer, Dr. C. Marshall Lee, Jr., all of Char- 
lottesville. 


Fredericksburg Medical Society. 

At the December meeting of this Society, the fol- 
lowing were elected officers for the ensuing year: 
President, Dr. L. A. Busch; vice-president, Dr. N. 
Talley Ballou; secretary-treasurer, Dr. James G. 
Willis. Dr. D. W. Scott 
was elected to membership and Dr. C. W. Sale was 
reinstated after having been retired from the armed 


All are of Fredericksburg. 


services. 


Lynchburg Academy of Medicine. 


The Academy met at the Lynchburg General Hos- 
pital on January 6, at which time new officers for 
1947 were installed as follows: President, Dr. F. 
Read Hopkins; president-elect, Dr. Harold Riley; 
vice-president, Dr. Eugene S. Groseclose; and sec- 
Robert H. Cox. Two new 
trustees are Dr. Joseph Houck and Dr. Harvey C. 


retary-treasurer, Dr. 


Brownley. All officers are of Lynchburg. Dr. Frank 
F. Ellis and Dr. Lewis F. Somers of Lynchburg. 
and Dr. Ashby Coleman of Altavista were elected 
as active members and Dr. C. R. Titus of Bedford 
was elected to associate membership. 

At this meeting, an interesting paper on Perforated 
Peptic Ulcer was presented by Dr. Joseph Houck. 


Richmond Academy of Medicine. 

The following officers were installed at the Jan- 
uary 14th meeting of the Academy: President, Dr. 
Douglas G. Chapman; president-elect, Dr. E. T. 
Gatewood; vice-presidents, Dr. Charles L. Outland 
and Dr. H. J. Warthen, Jr.; and recording secre- 
tary, Dr. Henry St. George Tucker, Jr. Mrs. Mary 
N. Godbold continues as executive secretary-treas- 
urer. 


Roanoke Academy of Medicine. 

At the regular meeting held on January 6th, the 
following program was presented: Leiomyosarcoma 
of the Stomach with Case Report by Dr. George S. 
Bourne with X-Ray Interpretation by Dr. Charles 
D. Smith; Infectious Polyneuritis by Drs. Edwin J. 
Palmer and R. Earl Glendy; and Importance of 
Early Diagnosis of Several Orthopedic Conditions 
by Dr. E. R. Troxler. 
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Rockingham County Medical Society. 

New officers for this Society, who assumed office 
the first of the year, are: President, Dr. Galen G. 
Craun of Harrisonburg, and secretary-treasurer, Dr. 
B. W. Nash of Timberville. 


Warwick County Medical Society. 

At the meeting of this Society on December the 
19th, the following were elected officers for 1947: 
President, Dr. Emanuel Greenspon; vice-president, 
Dr. W. A. Mitchell; and secretary-treasurer, Dr. 
William H. Woodson. All are of Newport News. 


| February, 


Virginia Peninsula Academy of Medicine. 
Dr. J. Grafton Love of the Mayo Clinic, Roches- 
ter, Minn., addressed the Academy at its meeting 
on January 20 at Newport News. His topic was 
Protruded Intervertebral Discs: Their Role in In- 
tractable Pain and Paralysis—Diagnosis and Treat- 
Dr. John M. Meredith of Richmond and 
Dr. James L. Thomson of Norfolk were present 


ment. 


and each discussed Dr. Love’s paper. 

Eighty physicians registered attendance at this 
meeting. Dr. Robert H. Wright, Phoebus, is presi- 
dent of the Academy, and Dr. Chester D. Bradley 
of Newport News, secretary-treasurer. 





NEWS 


Are You a Fellow? 

The American Medical Association is going to 
celebrate its centennial in Atlantic City, June 9-13, 
1947. 
celebration. 

Only Fellows and Invited Guests are eligible to 
attend, 
primary qualification for Fellowship. 
dues and subscription to The Journal of the A.M.A. 
are both included in one annual payment of $8.00, 
which is the cost of The Journal to subscribers who 


Elaborate plans are being made for this 


Membership in your state society is the 
Fellowship 


are not Fellows. 

If you are not a Fellow and plan to attend the 
Atlantic City session, which will be a milestone in 
medical history, you can save yourself considerable 
time and confusion when registering, if you will 
write now to the American Medical Association, 535 
North Dearborn Street, Chicago 10, and ask if you 
are eligible to become a Fellow. 


Personnel 
Health. 
Effective December 16, 1946, Amherst and Camp- 

bell Counties were joined to Charlotte County, cre- 

ating the Amherst-Campbell-Charlotte Health Dis- 
trict, with headquarters at Rustburg. The Health 

Officer is Dr. S. S. Shouse. 

Effective December 16, 1946, Fauquier County 
was joined to Prince William and Stafford Counties, 
creating the Fauquier-Prince William-Stafford 
Health District, with headquarters at Manassas. 
The Health Officer is Dr. J. W. Still. 

Effective January 1, 1947, Caroline County was 
joined to Hanover County, creating the Hanover- 


Changes, State Department of 


Caroline Health District, with headquarters at Ash- 
Dr. J. D. Hamner, Jr., is the Health Officer. 
Effective January 1, 1947, Dr. Linwood Farley 


land. 


was appointed Health Officer of the Augusta County 
Health Department, with headquarters in Staunton. 


Appointments to State Board of Medical 

Examiners. 

Governor Tuck has just announced the following 
appointments : 

Dr. Kenneth D. Graves of Roanoke for the un- 
‘xpired term of five years, ending June 30, 1950, to 
fill the vacancy caused by the death of Dr. J. W. 
Preston; and 

Dr. Chalmers Gemmill of Charlottesville for the 
unexpired term of five years, ending June 30, 1947, 
to fill the vacancy caused by the death of Dr. Lewis 


Holladay. 
Married. 


Dr. James Motley Booker, Lottsburg, and Miss 
Marilyn Scott, Cape Charles, January 11th. He is 
a graduate in medicine of the University of Vir- 
ginia, class of 1941. 

Dr. Jacquelin Marshall Harrison, Richmond, and 
Miss Alice Ridgely Fisher, Baltimore, Maryland, 
January 4th. He is a graduate of the University 
of Virginia, Department of Medicine, class of 1946, 
and is at present serving an internship at the Union 
Memorial Hospital in Baltimore. 


Dr. Claude M. Lee, 

Who returned from the mission field to his home 
in Charlottesville during the war, has resumed his 
work in China for a period of three years, and is 
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now at St. Andrew’s Hospital, at Wusih, Kiangsu 
Province. 


“Courage and Devotion Beyond the Call of 

Duty.” 

Through the cooperation of Mead Johnson & 
Company $34,000 in War Bonds are being offered 
to physician-artists (both in civilian and in military 
service) for art works best illustrating the above 
title, as applied to physicians in war and in peace. 

This contest is open to members of the American 
Physicians Art Association and will be judged June 
9-13, 1947 at the Atlantic City Session of the 
Medical Association. For full details, 
write Dr. F. H. Redewill, Secretary, Flood Build- 
ing, San Francisco, Cal., or Mead Johnson & Co., 
Evansville 21, Indiana. 


American 


Spring Graduate Course. 

The Gill Memorial Eye, Ear and Throat Hospital, 
Roanoke, will hold its twentieth annual 
Graduate Course, April 7th to 12th. All lectures 
will be held at the Patrick Henry Hotel, and opera- 
tions and clinical demonstrations will be given at 
the hospital. The guest faculty includes Drs. A. J. 
Ballantyne, Glasgow, Scotland; Arthur J. Bedell, 
Albany; William P. Beetham, Boston; Eugene M. 
Blake, New Haven; E. B. Burchell, New York; 
Russell N. DeJong, Ann Arbor; Murdock Equen, 
Atlanta; William T. Hunt, Philadelphia; Chevalier 
LL. Jackson, Philadelphia; Chester S. Keefer, Bos- 
ton; Raymond E. Meek, New York; R. Townley 
Paton, New York; Lyman G. Richards, Boston; 
John R. Richardson, Boston; Bernard Samuels, New 
York; John M. Sheldon, Ann Arbor; C. R. 
Straatsma, New York; and O. E. Van Alyea, Chi- 
cago. Resident members are Drs. E. G. Gill; Gard- 
ner H. Landers; Robert M. Charles H. 
Dow; and James A. Campbell. 


Dr. J. Arthur Gallant 

Has returned from service in the U. S. Navy and 
resumed private practice in Richmond, with offices at 
203 West Franklin Street. 


Spring 


Ferrell: 


News from the University of Virginia. 

On January 6th, Dr. Fletcher D. Woodward, Pro- 
fessor of Otolaryngology, read a paper, prepared 
by Dr. Woodward and Dr. Thomas Holt, on the 
Use of Soluble Gauze 


(Oxidized Cellulose) in 


Otolaryngology, before the Southern Section of the 
American L. R. and O. Society, Miami, Florida. 
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Dr. Woodward made two talks on Infections and 
Tumors of the Maxillary Sinus before the Winter 
Postgraduate Course in Otolaryngology and Oph- 
thalmology, Graduate School of Medicine, Univer- 
sity of Florida, Miami, on January 7th and 8th. 


West Virginia State Medical Association. 

Due to the uncertainty concerning the date of 
the reopening of The Greenbrier at White Sulphur 
Springs, the Kanawha Medical Society has invited 
the West Virginia State Medical Association to hold 
the 80th Annual Meeting in Charleston. The Coun- 
cil has accepted the invitation and the meeting will 
be held in this city, Monday, Tuesday and Wednes- 
day, May 12-13-14, 1947. 


Error in Ciba-Medical Slyd-Rul. 

Ciba Pharmaceutical Products, Inc., Summit, New 
Jersey, recently mailed to all physicians a handy 
slide rule for metric conversion. Since sending this 
out it has been found to contain an error in the 
computation—placement of decimal point of the con- 
version from 0.4 grain to gram. This should read 
0.025 gram, not 0.25. <A corrected paper tabie has 
been mailed which can be used temporarily. 

Ciba regrets this error which causes doctors in- 
convenience and will replace the temporary slide 
with a new celluloid table as soon as possible. 


Dr. B. B. Bagby, Jr., 

Formerly at Pine Camp Hospital, Richmond, is 
now Chief of Tuberculosis Service at the Newton 
D. Baker VA Hospital, Martinsburg, West Vir- 


ginia. 


News from Duke University, School of Medi- 
cine. 

A month’s course in Medical Mycology, under 
the direction of Dr. Norman F. Conant, is to be 
offered at Duke University School of Medicine and 
Duke Hespital, Durham, N. C., during July 1947. 
The course will be offered every day in the week, 
except Sunday, and has been designed to insure a 
working knowledge of the human pathogenic fungi 
within the time allotted. 

Emphasis will be placed on the practical aspects 
of the laboratory as an aid in helping establish a 
diagnosis of fungus infection. Insofar as possible 
and as patients become available, methods of col- 
lecting materials in the clinic for study and culture 
will be stressed. Work with patients, clinical ma- 
terial, cultures and laboratory animals will serve as 
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a basis for this course. Also, an opportunity to 
study pathologic material, gross and microscopic, 
will be, given those whose previous training would 
allow them to obtain the greatest benefit from a 
study of such material. 

The number of applicants for the course will be 
limited and the applications will be considered in 
the order in which they are received. An attempt 
will be made, however, to select students on the 
basis of their previous training and their stated 
need for this type of work. 

A fee of $50.00 will be charged for this course, 
upon the completion of which a suitable certificate 
will be awarded. Please direct inquiries to Dr. Nor- 
man F. Conant, Duke University School of Medi- 
cine, Durham, N. C. 


Dr. Eugene A. Stead assumed his duties as Pro- 
fessor of Medicine at the Duke University School 
of Medicine on January 1, 1947, filling the pro- 
fessorship held by Dr. Frederic M. Hanes whose 
untimely death occurred last March. 


As an experiment in graduate teaching, the De- 
partment of Anatomy is offering a review of anatomy 


on a graduate level using motion pictures, lantern 
slides, and other visual aids. This review is offered 
as a part of the speciality program in Neuropsy- 
chiatry and Orthopedics. The course is conducted 
as round table discussions with panels including 
staff clinicians especially interested in the region 
of anatomy under discussion. 


Appointed Schering Director. 

Mr. Francis C. Brown, President of Schering 
Corporation, Bloomfield, N. J., has announced the 
appointment earlier this year of Mr. Basil O’Con- 
nor as a new member of the Schering Board of Di- 
rectors. Mr. O’Connor is Chairman of the American 
National Red Cross and President of the National 
Foundation for Infantile Paralysis. 

Announcement of Mr. O’Connor’s selection was 
made to executives, office and plant employees at 
the Schering Annual Christmas Party in the Grand 
Ballroom of the Hotel Pennsylvania; New York, 
December 21, 1946. An additional feature of the 
event was the presentation to Schering personnel of 
an annual bonus totaling more than $135,000, larg- 
est in the company’s history and in keeping with 
Schering’s policy of dividing profits with employees. 

The new Schering director is well-known for his 
national public health and welfare activities. Mr. 


[ February, 


O’Connor was the former partner of the late Presi- 
dent in the law firm of Roosevelt and O’Connor, 
and is now senior partner of O’Connor and Farber, 
of New York. In addition to chairmanship of the 
American National Red Cross and presidency of 
the Georgia Warm Springs Foundation, he is Presi- 
dent of the National Foundation for Infantile Pa- 
ralysis, and participates in a number of civic, legal 
and educational activities. 


VA Mental Hygiene Clinic. 

Plans for establishing a mental hygiene clinic in 
Richmond during the spring were announced in 
January by the Veterans Administration. Out- 
patient treatment will be available to veterans with 
service-connected psychiatric or nervous disorders. 

Dr. C. T. Wilfong, who has been acting as man- 
ager of the VA’S Richmond Sub-regional office, will 
head the clinic. He also will be chief medical of- 
ficer for the sub-regional office. 

The clinic, VA officials said, will be in operation 
about the middle of February. Out-patient treat- 
ment will be available here for veterans who feel 
some psychiatric or nervous disorder. Officials feel 
that such treatment will effect an early cure in many 
cases and will thus obviate the necessity for hos- 
pitalization. 

Treatment will be provided for veterans on leave 
or discharged from VA neuropsychiatric hospitals, if 
they have service-connected disability. 

Dr. Wilfong’s switch from manager of the sub- 
regional office to chief of the mental hygiene clinic 
and chief medical officer is in line with VA’s policy 
of utilizing medical personnel for medical duties. 
Heretofore much of his time has been consumed 
with administrative duties of a non-medical nature. 

A diplomate of the American Board of Psychi- 
atry and Neurology, Dr. Wilfong has a long record 
of service with the Veterans Administration. He is 
a graduate of the medical college of the University 
of Louisville, and he served as a medical officer in 
World War I. He is a member of the American 
Medical Association, of the American College of 
Physicians, and of the American Psychiatric Asso- 
ciation. 


China’s Determination. 

Political unrest in China has not affected the 
determination of men and women in all walks of 
life in that country, particularly in the medical pro- 
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fession, to speed the task of reconstruction, accord- 
ing to Dr. Hu Shih, former Chinese ambassador 
to the United States and now president of Peking 
University. 

The report of Dr. Hu, who is honorary president 
of the American Bureau for Medical Aid to China, 
one of the participating agencies of United Service 
to China, states that American aid for Chinese edu- 
cational institutions has a “stimulating influence of 
immeasurable value.” 

“There remains in China today,’ Dr. Hu says, 
“the same strong spirit of patriotism, self-sacrifice 
and devotion to duty which carried us through the 


difficult war years. This is especially true among 


our professional classes, our teachers, doctors, wel- 


fare workers and public servants. 
“A similar spirit is also prevalent among our 


medical students. A large number of them are 
preparing, not for private practice, but for public 
service. Their ambition is to see in their own gen- 
eration the development of China as a medically 
self-sufficient nation. 

“T am glad that ABMAC hopes, in 1947, to in- 
crease the number of fellowships for promising 
young men and women pledged to become medical 
teachers. ‘Travel grants and the exchange profes- 
sorship plan also fit into the picture. It is impera- 
tive that our older teachers, after long isolation of 
war years, have the opportunity to visit foreign 
schools and hospitals to catch up on techniques de- 
The ABMAC plan 


to concentrate future aid on five or six medical 


veloped in the past ten years. 


schools also fits into the hopes of our medical lead- 
ers to see China possessed of medical schools worthy 
to be ranked with the best of other countries.” 


Death Among Doctors. 


Death claimed approximately 3,558 physicians 
during 1946 as compared with 4,015 the previous 
year, according to the January 11 issue of The Jour- 
nal of the American Medical Association. 

On the basis of an analysis of 3,358 obituaries 
published in The Journal during the year, it was 
found that the average age at death was 66.1 as 
compared with 65.3 in 1945. The majority of the 
physicians—584—died between the ages of 70 and 
74, the same age group that was dominant in 1945. 

Heart disease remains the leading cause of death 
among physicians. Coronary thrombosis and occlu- 
sion accounted for 738 deaths (655 in 1945), 283 
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occurring between the ages 60 and 69. Cerebral 
hemorrhage, thrombosis and embolism accounted for 
404 deaths; cancer and tumors were responsible for 
352 deaths and pneumonia for 199. Tuberculosis 
caused 31 deaths, asthma 10, bronchitis and pleurisy 
five, and other diseases of the respiratory system 31. 

The Journal finds significant the total of 55 sui- 
cides as compared with the 25 recorded for 1945. 
There were 130 accidental deaths, 55 of which in- 
volved automobiles. 

The 3,358 Journai obituaries included 40 phy- 
sicians who were killed in action during World War 
II and 128 who died while in military service. A 
number of those who were killed in action had first 
been reported missing in action. Fight physicians 
lost their lives in the Asiatic area, seven in the 
Philippine Islands, six in the China Sea, five in 
Germany, five in the Pacific area, two in Italy, two 
in France and one each in Formosa, Luzon, North 
African area, Okinawa and Tinian. Nine were re- 
ported as prisoners of war. 

Since the outbreak of World War II on December 
7, 1941 The Journal has recorded the deaths of 257 
physicians who were killed in action and 501 who 
died while in military service. Reports still being 
received by The Journal indicate that the aggregate 
total of 758 military deaths among physicians will 
be greatly augmented when the complete statistics 
are made available through official military channels. 
For Sale. 

GE X-Ray, Model 1775, 30 ma, 85 KVP, table 
with Bucky, in excellent working condition. James 
P. King, M. D., Radford, Virginia. (Adv.) 


Medical Writing Service. 

By experienced medical writer. Bibliographies, 
case histories copied, articles abstracted, editing, 
ghost writing. Reasonable rates for expert service. 
Mrs. F. A. Cooksley, Box 634, Franklin Station, 
Washington 4, D. C. (Adv.) 


Wanted. 

A McCaskey cabinet of the type sold to doctors 
about twenty-five years ago. Write ‘“McCaskey” 
care the MONTHLY, 1200 East Clay Street, Rich- 
mond 19, Virginia. (Adv.) 

Wanted— 

A young doctor for a junior partner. Country 
Address 
“Doctor”, care this journal, 1200 East Clay Street, 
Richmond 19. (Adv.) 


practice; good salary plus commission. 
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OBITUARIES 


Dr. Joseph Albert Abercrombie, 

Prominent physician of Richlands, died January 
11th following a cerebral hemorrhage. He 
forty vears of age and a graduate of Johns Hopkins 
University in 1930. 


was 


Dr. Abercrombie was on the 
staff of Johns Hopkins Hospital for seven years and 
for two years during that time was assistant to the 
chief of neurosurgery. For the past ten years he 
had been connected with the Mattie Williams Hos- 
pital in Richlands where he specialized in brain and 
neurosurgery. Dr. Abercrombie was a member of 


the State Board of Health. He had been a member 


of the Medical Society of Virginia for ten years. 


His wife and two daughters survive him. 
Dr. Thomas Benjamin Pearman, 

Well known Richmond physician, died January 
12th of heart disease, after an illness of two weeks. 
He was forty-nine vears of age and graduated from 
the Medical College of Virginia in 1921. Dr. Pear- 
man served as Richmond city physician from 1922 
to 1954. He was considered an outstanding diagnos- 
tician and was a member of the staff of Grace Hospi- 
tal. 
Acca Temple and the Legion of Honor, ‘Dr. Pearman 
had been a member of the Medical Society of Vir- 
ginia for twenty-two vears. His wife and two sons 
survive him. 


He was a Scottish Rite Mason and a member of 


Dr. John William Preston. 


At the regular meeting of the Roanoke Academy of 
Medicine, on January 6, 1947, the following resolutions 
were adopted. 

It is with regret that the Roanoke Academy of Medicine 
has learned of the death of Dr. J. W. Preston, which 
took place at his home here on the morning of January 
1, 1947. 

We wish to extend to his family our deepest sym- 
pathy. Not only will he be a great loss to his family, 
he will be a great loss to the Medical profession as a 
whole, to the State Medical Society and to this Society, 
where he filled many positions, from the president down, 
always to the very best of his ability. 
thorough in all his undertakings. 


Kind, patient and 


It is hard to find words to express the love and esteem 
in which he was held by people in all walks of life who 
knew him. 


Be it resolved that a copy of these resolutions be sent 
to his family, to the local paper and to the State Medical 
Monthly. 

W. L. PoweELi 
W. R. WHITMAN 
ALVAH STONE 


Committee 


Resolutions on Dr. Plunkett. 

The Lynchburg Academy of Medicine wishes to 
acknowledge the loss of one of its oldest and most 
active members, Dr. Ogburn Plunkett, 
whose untimely death occurred December 18, 1946. 
In so doing the following resolution is offered: 


Flavius 


Be Ir Reso_vep that The Lynchburg Academy of Medi- 
cine wishes to express to the family of Doctor Plunkett 
their sincere sorrow in his untimely passing. 

That the Medical Profession, particularly the specialty 
of Obstetrics and Gynecology, has suffered a tragic loss. 
From the beginning of his specialization, in which he 
was considered a pioneer in this community, he bent his 
every effort both mental and physical to the improve- 
ment of maternal and infant care, not only in this com- 
munity but in the State and nation. In this capacity he 
served for many years as a member of the Maternal and 
Infant Welfare committee of the Medical Society of Vir- 
ginia. His sincerity and devotion in his field of practice 
was unquestioned, and the welfare of the patient was 
never secondary to his personal feeling or gain. 

The community has lost a very valuable and civic- 
minded broad and who 
devoted a large part of his time to the welfare of indigent 
patients in the City Clinic and hospitals. He was largely 
responsible for the development and growth of the City 
and County Clinics for the needy. 


citizen, whose interests were 


Be Ir Reso.vep that these resolutions be spread upon 
the minutes of this meeting, that a copy be sent to his 
family, and to the Medical Society of Virginia. 

James R. GorMAN, Chairman 
EUGENE S. GROSECLOSE 
SAMUEL E. OGLESBY 
Committee 
January 6, 1947. 





